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THE SIGNIFICANCE OF THE RETROVERTED UTERUS IN OBSTETRICS AND 
GYNAECOLOGY 


E. C. Cricuton, M.D., F.R.C.O.G., Professor Emeritus of Obstetrics and Gynaecology, University of Cape Town 


Uterine displacements are commonly found in early 
pregnancy, during the period of involution and on routine 
gynaecological examinations. This finding often leads to 
unnecessary manipulations and operations. Throughout 
the years I have encountered this phenomenon on innumerable 
occasions. Reflection on this problem has been interesting 
and the observations made might prove to be of value both 
to those actively engaged in practice and to those who are 
about to enter the world of medicine. 


RETROVERSION IN OBSTETRICS 


If 100 women are examined before the 10th week of pregnancy 
the uterus will be found to be displaced backwards in at 
least 8°%. The question of whether the incidence of abortion 
is higher when the uterus is retroverted has been the subject 
of controversy for many years. Certainly a retroversion 
cannot be regarded as an important aetiological factor—it is 
possible that there is a slightly greater tendency for abortion 
to occur—but statistically it is difficult to prove. 

When the practitioner encounters retroversion in early 
pregnancy he can replace the uterus, insert a pessary and 
leave it in situ until the 16th week, or he can disregard the 
displacement and give his patient the following instructions: 

1. Be most careful to pass water every 6-8 hours. 

2. Refrain from coitus until the end of the 4th month. 

3. Assume the knee-chest position for a few minutes after 
having passed water, 3 or 4 times daily. 

4. Report any undue frequency or difficulty of micturition. 

5. Rest during the period in which menstruation would 
normally occur. 

I have carried out this simple treatment for many years 
and have no reason to regret it. Replacement of the pregnant 
uterus may entail considerable manipulation and sometimes 
itis impossible without an anaesthetic. Such procedures may 
in themselves excite the uterus to expel its contents. 

The psychological effect on a woman when she is told that 
her womb is displaced may be considerable, therefore care 
should be taken to avoid unnecessary apprehension. 

If the patient gives a history of 2 or more miscarriages 
the retroversion should be corrected, but the correction should 
be carried out in the interval between the pregnancies, not 
when the patient is pregnant. The result of this prophylactic 
measure is somewhat disappointing, which is not surprising 
considering the large number of unknown factors causing 
abortion. 

The diagnosis of retroversion rarely presents difficulty. 


Very occasionally an ovarian cyst may be mistaken for the 
pregnant uterus and vice versa. This is an important matter; 
if in doubt examination under an anaesthetic is indicated. 
A post cervical fibroid may be mistaken for the gravid 
uterus but in the absence of urinary symptoms observation 
is all that is necessary. 

Dextroversion of the pregnant uterus combined with retro- 
version is not as common as dextroversion when the uterus is in 
the anteverted position. Sometimes the deviation to the right 
is very marked. Unless the practitioner is aware of this 
physiological displacement he may regard the uterus as an 
extra-uterine condition such as an ovarian cyst, or, if the 
patient complains of pain in addition, he may diagnose 
ectopic pregnancy. I have seen this mistake made on several 
occasions. I have made it myself and with humiliation and 
sorrow closed the abdomen. 

Incarceration of the retroverted gravid uterus is a compara- 
tively uncommon condition; nevertheless, its recognition is 
of vital moment and prompt treatment is imperative. Urinary 
symptoms usually manifest themselves between the 13th 
and 15th weeks—frequency, increasing difficulty in emptying 
the bladder and dysuria, then retention. In many cases the 
patient will only call for medical aid when retention has 
supervened. 

On abdominal palpation a tumour will be felt which may 
closely resemble the pregnant uterus but it is somewhat 
tender and considerably larger than the period of amenorrhoea 
would warrant. Vaginal examination shows the fundus 
lying low in the pelvis and pushing the posterior vaginal 
wall downwards. Difficulty may be experienced in feeling 
the cervix because it is drawn upwards and lies beneath the 
symphysis and on occasion even above it. Examination in 
the left lateral position may prove helpful in locating the 
external os. 

Catheterization is of course an urgent necessity, but it 
may present difficulty owing to the elongation and displace- 
ment of the urethra. In addition, the urethral orifice is 
occasionally difficult to visualize. The introduction of a 
catheter may often be facilitated by traction upon the cervix 
with a ring forceps and pushing the fundus forwards via 
the rectum. The catheter must be long and soft and decom- 
pression should be slow. The best treatment is the insertion 
of a self-retaining catheter. Attempts to rectify the position 
are best avoided for a week. At the end of 48-72 hours, 
spontaneous rectification will almost invariably have taken 
place. If not, the catheter should be left in the bladder for 
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another few days. Urinary antiseptics should be prescribed 
and a mild purgative administered if necessary. If the uterus 
remains retroverted at the end of a week or 10 days, an 
anaesthetic is administered and a pessary inserted. This is 
seldom required. I have seen only one case in which laparo- 
tomy was necessary. In this case a post-cervical fibroid 
complicated the picture. 


Puerperal Retroversion 


About 1-5°% of patients examined 6 weeks after delivery will 
have this condition. If involution is good and mobility 
unimpaired, no treatment is necessary, but if symptoms such 
as backache and a heavy feeling in the pelvis are present 
and no orthopaedic or other explanation can be discovered, 
particularly when subinvolution is found, a Hodge type of 
pessary should be inserted after replacement. 

Sometimes puerperal retroversion is regarded as a reflection 
on the management of labour and the puerperium. Certainly 
sepsis will favour the development of subinvolution, and 
lack of care in seeing that the patient empties her bladder 
completely at regular intervals will increase the incidence of 
backward displacement. Generally speaking, however, it 
is unfair and unjust to blame the doctor for its occurrence. 


RETROVERSION IN GYNAECOLOGY 


The uterus is not fixed in its normal position of anteversion 
and anteflexion. It is free to rotate about a transverse axis 
through its fixed supports, the cardinal ligaments and para- 
cervical tissues. It is only when the uterus is found beyond 
the range of mobility, which is less than half a circle, that 
it may be said to be displaced. 

Opinion regarding the significance of backward displace- 
ment of the uterus has changed during the past 30 or 40 
years. Formerly a retroversion was regarded as a condition 
which required active treatment either by operation or 
pessary. This unreasonable and evil outlook was gradually 
superseded by the view that only those cases in which the 
symptoms were due to the displacement justified treatment. 
This, then, is the crux of the matter, namely to decide when 
the complaints are definitely caused by the retroversion. 
The majortiy of cases of retroversion give rise to no symptoms 
and when there are no symptoms the woman should be left 
alone. The displacement in itself can do her no harm. 

The symptoms that may be associated with backward 
displacement of the uterus are numerous. The following 
are the commonest: (1) Low backache, (2) bearing-down 
feeling, (3) menorrhagia, (4) dysmenorrhoea, (5) sterility, 
(6) leucorrhoea, (7) dyspareunia and (8) chronic left-sided 
pain. 

These symptoms may or may not be caused by the dis- 
placement. In most cases associated conditions are mainly 
responsible. Of these various symptoms, backache is probably 
the commonést. The causes of backache, whether the uterus 
is in normal position or not, are legion. Before blaming the 
position of the uterus for the complaints, careful considera- 
tion should be given to other possible causes, particularly 
orthopaedic causes, of which sacro-iliac joint strain should 
not be overlooked; endocervicitis, vaginal or uterine descent, 
chronic pelvic inflammation and urinary tract infection. It 
is also well to remember that some women appear to be born 
‘with a back’. A mobile retroversion is a most unlikely 
cause of backache in young unmarried women. Nurses, 
shop assistants and others whose work entails standing 
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for long periods every day, frequently complain of this 
symptom. Examination of the feet should not be overlooked, 

The part played by retrodisplacement in dysmenorrhoea 
in single girls is very difficult to assess, but it is certain that 
the displacement is seldom the whole factor. The majority 
of the severe cases are encountered in girls when they leave 
school and start earning their living. The girl finds herself 
in an entirely new world. The treatment is largely psycho- 
logical. In addition, the importance of exercise and regulation 
of the bowels should be stressed. However, there are a 
few isolated cases in which, all other measures having failed, 
an operation for correction of the position of the uterus 
brings relief. Pessary treatment is unsuitable. 


Dyspareunia, in most cases, has nothing whatever to do 
with backward displacement. Ignorance of sex and marriage 
on the part of the husband and wife is certainly the most 
important cause. There is one associated condition which 
demands suspension of the uterus, namely prolapsed tender 
ovaries. 


Sterility may be due to an uncomplicated retroversion. All 
the same, a high percentage of women with this displacement 
do conceive without treatment. If a patient has been married 
for a year and has not become pregnant, the husband should 
be examined. If he is within normal limits, the tubes should 
be tested and the cervix dilated. This simple treatment is 
often successful. A ventri-suspension may be justified after 
all other possibilities have been diligently explored. 


Pessary treatment is not suitable for the congenital type of 
retroversion. On the other hand, pessary treatment should 
be given a trial in parous women. An existing endocervicitis 
should receive attention; not infrequently this is the real 
cause of the secondary sterility. 

A fixed retroversion is the result of adhesions due to 
previous pelvic inflammation or endometriosis. The symp- 
toms are mainly due to associated conditions, although the 
displacement may aggravate the disability. If conservative 
treatment fails to bring relief, operation may be justified, but 
it will be required for the associated conditions rather than 
the actual retroversion. 

Sometimes it is difficult to say whether the uterus is fixed 
or not. The fact that the uterus is tender on examination 
and movement causes pain, is not necessarily evidence that 
it is held down by adhesions; examination under an 
anaesthetic may be the only way to decide. 

A common triad of complaints in multiparae is pain in the 
back, dragging in the left iliac fossa, and leucorrhoea. Careful 
examination will often show a degree of uterine or vaginal 
descent in addition to the retroversion. Cervicitis is frequently 
present. Cauterization of the cervix followed later by a 
colporrhaphy will usually give a good result. Ventri-sus- 
pension alone will not benefit the patient. 

It is difficult for men to appreciate the depressing effect 
on the average woman’s mind when she is told that her 
womb is displaced. Her reaction may be even worse when 
she is informed that her womb is ‘lying on her backbone’. 
Therefore, it is important to reassure her and allay totally 
unnecessary fears. I tell patients that about 15% of women 
have a displaced womb and that the displacement cannot 
possibly shorten their lives or prevent them from having a 
baby. In some cases it might seem wiser not to inform the 
patient of the displacement, particularly if she is a young 
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unmarried woman, but if the practitioner refrains from 
mentioning it, he is liable to be discredited at some future 
date by another practitioner. 

Professor James T. Louw has kindly supplied me with 
the following figures. In the S-year period from 1953 ‘o 
1957, 16,740 operations were performed in the Depari- 
ment of Obstetrics and Gynaecology, Groote Schuur Hospital. 
Of this number 5,060 were major operations. 40 ventri- 
suspensions were carried out, i.e. a fraction less than 8 
per 1,000 of the major operations. The suspensions for 
backward displacement without associated conditions, such 
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as myomectomy, ovarian resection or endometriosis, averaged 
5 per annum, i.e. 5 per 1,000. These figures are impressive 
and worthy of careful consideration. 


CONCLUSION 


When symptoms are present in a patient in whom a backward 
displacement of the uterus is found, a thorough investigation 
should be made to exclude other possible causes for her 
symptoms. The more thorough the interrogation and 
examination, the less will retroversion be found responsible 
for the complaints. 


OTOGENIC MENINGITIS WITH CAVERNOUS SINUS THROMBOSIS 
E. Cuicirer, M.B., B.CH. (RAND), M.R.C.P.E., D.C.H. Paediatric Department, Tel-hashomer Government Hospital, Israel 


Since the introduction of antibiotics cavernous sinus 
thrombosis has become a rare condition especially in asso- 
ciation with an otogenic purulent meningitis. Two cases 
were seen in a paediatric department within 18 months; they 
are presented here to call attention to the therapeutic problems 
involved. 
CASE REPORTS 

Case 1 


In December 1955 a 9-year-old boy was admitted with a history 
of headache, otalgia, fever and vomiting for 2 days. Two months 
previously the patient had received an injection of penicillin for 
otitis with recovery and no subsequent complaints. On admission 
the patient was severely ill, delirious, restless, vomiting, and with 
a high fever (40°C) and marked meningeal signs, including opis- 
thotonus. There was marked reddening of the right ear-drum, 
while a purulent discharge welled up from the left ear. On the 
left side proptosis, chemosis with an oculomotor palsy and a 
peri-orbital inflammatory swelling were present. Cerebrospinal 
fluid was purulent with 17,800 polymorphonuclear cells per c.mm., 
600 mg.% protein, and 8 mg.% sugar. Cultures from the cere- 
brospinal fluid, blood, and pus from the ear were all sterile. 

A short while after admission, severe convulsions occurred; 
and the patient lapsed into a deep coma. An electro-encephalo- 
gram showed a severe disturbance, especially marked over the 
left temporal area. 

Massive antibiotic therapy (streptomycin 1 g., chloramphenicol 
1 g., achromycin 600 mg., intravenous sulphadiazine | g. per day) 
was given together with blood and parenteral fluids. A right 
mastoidectomy was performed within 24 hours of admission. 
Severe destructive changes were present at operation. The clinical 
condition remained serious, with high fever and deep coma. 
On the 4th hospital day, the patient returned to the operating 
theatre for a left mastoidectomy. Only a mild inflammatory 
lesion was found. In order to assist in the aspiration of the secre- 
tions which were pooling in the hypopharynx and causing ‘secre- 
tional anoxia’, a tracheotomy was performed. 

On the 8th hospital day, with the patient still comatose, a right 
spastic hemiplegia with a left facial palsy developed. A persistent 
disturbance over the left temporal area was found on electro- 
encephalography. The inflammatory lesion of the left eye con- 
tinued to be severe with the development of ulceration requiring 
cortisone eye-drops. 

The patient was in a coma for 10 days, and then gradually 
improved. By the 15th hospital day the administration of intra- 
venous fluids was stopped. Decannulation was achieved without 
disturbance. 

The child however remained with a spastic hemiplegia, per- 
sistent abnormal findings on examination of the cerebrospinal 
fluid (25-32 cells per c.mm., and 95-140 mg.% protein) and a 
localized area of disturbance on the electro-encephalogram. 
In addition, on return to consciousness, he was found to be com- 
pletely aphasic. The possible existence of a temporal lobe abscess 
was strongly considered, and the advisability of neurosurgical 
intervention hotly debated. As the child was improving steadily 
a conservative approach, with continued use of antibiotics, was 


carried out. After 130 days of treatment pneumo-encephalo- 
graphy showed cerebral atrophy on the left side, with a com- 
pensatory hydrocephalus. The patient was discharged with the 
hemiplegia and dysphasia still present. 

Four months later he was readmitted with generalized con- 
vulsions, which were controlled with anticonvulsant therapy. At 
present the patient walks with a hemiplegic gait, and still has a 
marked motor and sensory dysphasia. The child is simple and 
euphoric. His electro-encephalogram still shows a marked dis- 
turbance over the left temporal area. Despite treatment, con- 
vulsions (often beginning with a ‘gustatory phase’) occur 6-10 
times each month. Despite the remarkable physical improvement 
and the mental progress thus far achieved, the attainment of 
satisfactory cerebral function seems to be unlikely. 


Case 2 


In June 1957 a 3-year-old boy was admitted in coma. For the 
previous 6 months intermittent therapy for discharging ears 
had been given. Two days before admission the patient became 
apathetic after a fall, and began to vomit. This was followed by 
high fever and coma. 

The child was seriously ill on admission, being restless, coma- 
tose, and feverish (38-2°C) and emitting now and then a high 
pitched ‘cerebral cry’. Marked meningismus was noted. Signs 
of cavernous sinus thrombosis were present on the left side. 
There was no definite evidence of acute inflammation of the ears. 
Fundal examination was negative. 

On lumbar puncture turbid cerebrospinal fluid under pressure 
was found with 1,000 cells per c.mm., Pandy test strongly positive 
and sugar 10 mg.%. Culture of the fluid grew pneumococci. 
X-rays of the skull showed a marked widening of the sutures. 
E.E.G. showed a severe generalized disturbance. Massive com- 
bined antibiotic therapy, similar to that used in the first case, 
was instituted with no effect on the clinical condition. Despite 
the negative findings on otologic examination, it was decided to 
carry out bilateral mastoidectomy. Operation on the 4th hospital 
day revealed a marked inflammatory lesion with pus present 
which was sterile on culture. 

After operation the patient’s coma deepened with the onset of 
generalized convulsions. Signs of ‘secretional anoxia’ became 
apparent, and led to tracheotomy on the 6th hospital day to 
avoid respiratory complications. 

The patient’s general condition improved with removal of the 
cannula after 19 further days. The child, however, remained in 
a state of decerebration with spasticity of the limbs, difficulty in 
feeding, early optic atrophy and a persistently abnormal electro- 
encephalogram. Pneumo-encephalography, carried out after 34 
days in hospital, showed a marked hydrocephalus. Shortly after- 
wards the patient was discharged at the parents’ request. 


DISCUSSION 
In considering these 2 cases, certain points are worthy of 
note: 
1. Cavernous sinus thrombosis is a rare complication 
of otogenic meningitis. Infection may spread along 3 possible 
routes: (a) From the ear via the lateral sinus to the inferior 
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petrosal sinus and thus to the cavernous sinus. At mastoidec- 
tomy, however, in both cases the lateral sinus did not seem 
to be abnormal in appearance. (b) The cavernous sinus 
may become involved as a result of infection of the carotid 
plexus originating in the anterior part of the tympanic 
cavity near the Eustachian tube.' (c) Spread of infection 
may occur from the meninges to the cavernous sinus via 
the meningeal veins which communicate with the sinus. 

2. With the advent of antibiotic therapy, there has been a 
tendency to consider otitis media as a negligible disease. 
Treatment has often been minimal. The first patient received 
one injection of penicillin for an infection of the ear, while 
the second child was given intermittent antibiotic therapy. 
A consideration of otitis media and its complications by 
Dysart® in 1956, emphasized the necessity for a thorough 
course of treatment for ear infections. These 2 cases show 
that latent otitis media does act as a ‘time-bomb’ with 
disastrous results. 

3. The spread of infection from the middle ear to the 
meninges arouses a strong suspicion of co-existing mastoid 
involvement. This is especially so when the pneuimococcus 
is the organism involved or the meiningitis does not respond 
to therapy as quickly as expected.* Under these circumstances 
urgent operation is of vital importance. In both cases surgery 
was justified by the gross inflammation found at operation, 
and was a factor of importance in achieving recovery. 

4. In recent years it has been realized that respiratory 
complications are inevitable in patients with prolonged deep 
coma. The pharyngeal secretions which accumulate owing to 
the loss of the swallowing reflex, spill over into the lungs 
because of the absence of an efficient cough reflex, causing 
atelectasis, and the clinical picture of ‘secretional anoxia’.* 

Under these conditions tracheotomy is a life-saving measure 
allowing for an adequate air-way and the efficient removal 
of accumulated secretions.* The maintenance of a ‘tracheo- 
tomy regime’, for a period of 14 and 20 days respectively, 
in these two children, was instrumental in averting fatal 
pulmonary complications. 

5. The presence of a purulent infection which involves 
the middle ear, the mastoid antrum, the meninges and the 
cavernous sinus, must surely affect the brain as well. The 
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coma and the severe electro-encephalographic changes 
testify to the co-existent cerebral involvement. The develop- 
ment of localizing neurological features such as a hemiplegia 
or dysphasia suggests the presence of a cerebral abscess. 
It is, however, more reasonable to consider the condition 
as a supurative encephalitis without any walling-off of the 
inflammation. In the acute stage, therefore, neurosurgical 
intervention may be unnecessary, and possibly hazardous, 

The subsequent development of these cases confirms the 
severity of the cerebral involvement. Pneumo-encephal- 
ography in both children showed evidence of gross pathology. 
Despite the extensive treatment, severe sequelae are present 
in both patients. The Ist case has been left with a hemi- 
plegia, mental retardation, speech difficulty, and obstinate 
convulsions, while decerebrate rigidity is the gloomy outcome 
of the overwhelming infection in the 2nd case. 

The results achieved cast a shadow of doubt on the 
advisability of an enthusiastic therapeutic regime and 
emphasize the necessity for an extremely guarded prognosis 
in all cases of this nature, despite any initial dramatic im- 
provement. 

SUMMARY 


The case reports of 2 children, aged 3 and 9 years respectively, 
with otogenic meningitis and cavernous sinus thrombosis, 
are presented. Treatment consisted of massive antibiotic 
therapy, mastoidectomy, and tracheotomy. Both patients 
recovered but were left with severe neurological sequelae. 
The mode of spread of the inflammation, the danger of otitis 
media, the role of the mastoid as a focus of infection, and 
the importance of tracheotomy in prolonged coma, are 
discussed. The co-existing cerebral involvement requires 
that the enthusiastic therapeutic approach be tempered with 
a guarded prognostic assessment. 


I wish to thank Dr. Y. Rotem for permission to report these 
cases and for his helpful criticism. 
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JOHN WESLEY AMONG THE PHYSICIANS 


While never trained as a physician, the founder of the 
Methodist faith practised medicine, opening clinics in 
London, Newcastle and Bristol.' His main interest, of 
course, was saving and improving mankind, but he was also 
actively interested in physical illness and its treatment. 
John Wesley was very critical of the doctors and apothecaries 
of his time. Except for Harvey’s discovery of the circulation 
of the blood, medicine remained essentially mediaeval. 
Philosophical concepts, such as the humoral theory, hampered 
even the educated physicians. Throughout the 17th century 
only a few doctors had graduated each year from the uni- 
versities. The guilds of the apothecaries and of the surgeons 
tried to make good the deficit by providing a controlled 
number of (often inferior) practitioners. Many of the pro- 
fessional men took their responsibilities lightly. The first 
professor of Anatomy at Cambridge after 20 years was 
deprived of his chair for ‘continued absence for several 


years from his office’. Hospitals were appalling, draughts 
being excluded on principle. Sickness was widespread. 
With commendable scientific scorn of armchair philos- 
ophizing, Wesley opposed the abstruse, theorizing attitudes 
of the physicians. He censured them because they ‘set 
experience aside . . . to form theories of disease and their 
cure, and substitute these in the place of experiments’. 
Blood-letting earned his particular odium. His attacks 
were not ignored by the profession. The physician to the 
London Dispensary, by writing a disparaging review of 
Wesley's Primitive Physick, drew upon himself this wounding 
letter: ‘London, 1776, Dear Sir, My bookseller informs 
me that since you published your remarks on the Primitive 
Physick, there has been a greater demand for it than ever. 
If, therefore, you please to publish a few further remarks 
you would confer a favour upon Your Humble Servant’. 


1. Hill, A. W. (1958): John Wesley among the Physivians. London: The Epworth 
Press. 
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EDITORIAL : VAN DIE REDAKSIE 
THE VANISHING DISEASES 


One of the most spectacular results of the use of penicillin 
has been the steep decline over the last decade in the incidence 
of gonorrhoea and syphilis. These diseases have become so 
rare that in most teaching hospitals it is difficult or im- 
possible to find a sufficient number and diversity of cases to 
illustrate all the clinical variants and complications for 
students. 

The consequences of this state of affairs are that many 
young practitioners are unable to recognize disease states 
which, to their immediate predecessors, were commonplace 
and tend, in treating venereal diseases, to overestimate the 
powers of penicillin and to use it indiscriminately for any 
disease of the genital organs. 

In the past, venereologists have insisted on accuracy in 
diagnosis before beginning specific treatment, and on the 
most careful checking to ensure that cure was complete. 
Now that penicillin has made a venereologist of every doctor 
these high standards are often forgotten. 

Penicillin is so effective that it is probable that gonorrhoea 
and syphilis and the related treponematoses will eventually 
become extinct. How long this will take depends on how 
the antibiotic is used. Therefore, we feel it may be helpful 
to recall briefly what penicillin can and cannot do in the 
field of venereal disease. 

Penicillin is very effective against gonorrhoea and all its 
complications, and against syphilis, especially in the early 
stages. In other venereal diseases such as chancroid, non- 
gonorrhoeal urethritis and lymphogranuloma venereum, 
penicillin has little or no effect and is not the antibiotic of 
choice. It is obvious, therefore, that a clinical diagnosis of 
syphilis or gonorrhoea should be supported by pathological 
evidence before penicillin is given. It is no excuse 
in this country to say that there is no pathologist 
within reach. The pathologist is no further away than the 
nearest Post Office since all the necessary specimens can be 
posted to him. If the diagnosis is all but certain, penicillin 
may be given after the specimens have been taken. It should 
be remembered that in the event of some legal action no 
court is likely to accept a diagnosis of venereal disease on 
clinical grounds alone. 

About 90 per cent of cases of early syphilis are cured by a 
course of penicillin injections (3-6 million units) given over 
a period of time so short that few patiens fail to complete 
the treatment. The percentage of cases cured when the 
total dose is given in a single injection is not much less than 
when a course of injections is given. This method is used 
for syphilis and other treponematoses in backward peoples 


who cannot be trusted to attend regularly even for a short 
time. 

It is apparently not generally realized that positive serum 
tests in cases of early syphilis do not revert to negative 
immediately after treatment and that reversal may take 
six months or even longer. Many patients with seropositive 
early syphilis are treated anew simply because a serum 
test, taken a month after treatment, is still positive. The 
fate of some unfortunates who are found on routine ex- 
amination to have a positive serum test and who have, in 
fact, an inactive, Wassermann-fast latent syphilis, may be 
imagined. Some sufferers from systemic lupus erythematosis, 
a disease which often causes false positive serum tests, may 
be equally unfortunate. The importance of the Treponemal 
Immobilization Test in distinguishing between true and 
false positive serum tests for syphilis is not always recognized. 

Penicillin therapy brings about varying degrees of clinical 
improvement in cases of late syphilis, but one must not 
expect that it will always, or even often, reverse positive 
serum tests in such cases. Experience has shown that the 
dosage required in treating late syphilis (12 million units 
or more) is much higher than in treating early syphilis. 
To avoid the possibility of therapeutic shock or paradox 
it is advisable to begin treatment of late syphilis (with visual 
involvement) with small doses of penicillin and to extend the 
total dose over a period much longer than is usual in early 
cases. 

The results of penicillin therapy in early and late con- 
genital syphilis are comparable to those obtained in the 
acquired disease, but the ideal is to treat syphilis in pregnant 
women and avoid congenital syphilis entirely. The use of 
quantitative serum tests is essential in the post-treatment 
period in all cases of syphilis. No patient should be dis- 
charged as cured without an examination of the cerebro- 
spinal fluid. 

Penicillin treatment in gonorrhoea yields even better 
results than in syphilis, and a single injection of 300,000 
units will cure the majority of uncomplicated cases. This 
dose is, in actual practice, almost always exceeded. In 
treating gonorrhoea the clinician should always keep in 
mind a possible coexistent syphilitic infection. A_ single 
injection of penicillin, which may cure the gonorrhoea, 
may serve to mask an undetected syphilitic condition. 

Those treating venereal diseases should remember that 
apart from their obligation to treat the patient their further 
duty should include an attempt to reach and treat the original 
source of the infection. 


KUNSMATIGE BEVRUGTING 


Die vraagstuk van kunsmatige bevrugting en die geboorte 
van proefbuiskinders het onlangs weer sterk onder die 
aandag gekom van sowel lede van die mediese professie 
as lede van die algemene publiek. Daar is baie belangrike 
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vrae wat in hierdie verband gestel word, en daar is baie 
belangrike antwoorde wat tot nog toe uit bly. Om hierdie 
rede is dit dus wenslik om die kern van die saak, soos ons 
dit sien, hier kortliks te stel. 
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In die eerste plaas moet ons aanmerk dat die kwessie 
van kunsmatige bevrugting, hetsy met die vader as skenker 
of met ’n buitestaande skenker, vandag geen biologiese of 
tegniese probleem van geneeskundige aard is nie. Besonder- 
hede van die tegniek van kunsmatige bevrugting is in detail 
uitgewerk en die metode kan met gemak en sukses toegepas 
word. Ook is daar geen besondere liggaamlike, genees- 
kundige implikasies vir die ouers of die kinders nie. 

Soos ons dit sien, lé die kern van die vraagstuk van kuns- 
matige bevrugting daarin dat dit in sy wese ’n maatskaplike, 
*n etiese en ‘n godsdienstige vraagstuk is. Dit gaar om 
basiese waardes wat aan die grond lé van die intiemste 
menslike verhoudinge. Dit reik tot in die kern van die 
probleem van morele verantwoordelikheid—verantwoorde- 
likheid van die een mens tot die ander mens, en ook, en 
veral, verantwoordelikheid van ’n mens ten opsigte van 
lewe wat deur hom verwek word. 

Om hierdie redes is die vraagstuk van kunsmatige bevrug- 
ting *n vraagstuk wat sulke fundamentele fasette van die 
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ongeskrewe, universele sedewet blootlé. En, om hierdie 
redes maak dit ook so ’n unieke aanspraak op die oordee| 
en sedelike integriteit van die betrokke geneeshere, van die 
ouers en veral van die anonieme skenkers. 

*n Newevraagstuk wat herhaaldelik al opgeduik het, en 
steeds nog bly opduik, is die vraagstuk van moontlike wet- 
gewing om die saak van kunsmatige bevrugting te beheer, 
Dit is nie ’n maklike vraagstuk om aan te durf nie en dit is 
moeilik vir hierdie Tydskrif om hom sterk oor die een of 
ander kant van hierdie aspek van die saak uit te spreek. 
Wat ons egter tog wil sé, is dat dit, na ons mening, altyd 
verkieslik is om enige vraagstuk van essensieel morele aard, 
indien moontlik, langs weé anders as deur wetgewing te 
benader. En in hierdie land beskik ons deur die Mediese 
Vereniging van Suid-Afrika en die Suid-Afrikaanse 
Geneeskundige en Tandheelkundige Raad, oor die nodige 
masjinerie om leiding te gee in die saak. Ons wag 
op daardie leiding sodat hierdie saak op die hoogste etiese 
vlak benader kan word. 


ARTIFICIAL INSEMINATION 


The problems of artificial insemination and the birth of 
test-tube babies have recently aroused widespread interest 
not only among the medical profession but also among the 
general public. Many important questions arise in this 
connection and as yet remain unanswered. It is therefore 
desirable to state briefly the essence of the problem as we 
see it. 

In the first place it must be observed that the process of 
artificial insemination no longer presents a biological or 
technical problem from the purely medical point of view, 
irrespective of whether an anonymous donor is used. Details 
of the technique of artificial insemination have been per- 
fected and the method can be successfully applied without 
discomfort to the patient. Moreover, few, if any, risks 
of a physical or medical nature are incurred by the parents 
or children. 

The problem of artificial insemination is, in our opinion, 
essentially a social, an ethical and a religious problem. We 
are here concerned with fundamental values affecting the 


most intimate human relationship. At the core of the matter 
lies the question of moral responsibility—the responsibility 
of one human being for another and especially the responsi- 
bility of man for life brought forth by him. 

Considered from the point of view of moral responsibility 
the question of artificial insemination exhibits some of the 
most fundamental facets of the unwritten universal moral 
law. For this reason, too, the problem makes unique de- 
mands on the judgment and moral integrity of the doctors, 
parents and, above all, of the anonymous donors concerned. 

A related problem which has arisen repeatedly and still 
remains unsolved, is the question whether artificial insemina- 
tion should be controlled by legal measures. This is a difficult 
question to which we have no ready answer. We would, 
however, like to state that it is our firm belief that legislation 
is not the solution in matters of an essentially moral nature. 
It is clear that a lead should be taken by the Medical Associa- 
tion of South Africa and the South African Medical and 
Dental Council so that the problem may be solved on the 
highest possible ethical level. 


HYPOFIBRINOGENAEFMIA IN OBSTETRICS* 


E. L. Trott, M.B., B.CH. (RAND), M.R.C.O.G. DuRBAN, 
Late Assistant Obstetrician and Gynaecologist, Baragwanath Non-European Hospital, Johannesburg 


. . . that there are alterations in the blood or blood vessels 
of a temporary nature which prevent its clotting and this, during 
labour and operations, causes death.’ De Lee 1901.° 


Maternal deaths from uncontrollable haemorrhage due to a 
clotting defect must have occurred and are still occurring 
since the above words were spoken. 

Animal experiments: had shown that by the intra- 
venous injection of placental extracts the animals could be 
defibrinated sufficiently to cause a ‘haemorrhagic diathesis’, 
but only in 1936 did Dieckmann‘ attribute the bleeding 


* Based on a paper presented at the South African Medical 
Congress, Durban, September 1957. 


tendency in the obstetric patient to a depletion of plasma 
fibrinogen. This depletion, he thought, was due to a large 
haemorrhage and the mobilization of fibrinogen at the site 
of the haemorrhage. In 1947 Schneider’ propounded a 
theory, the most widely accepted today, that the fibrinogen 
was mobilized in the circulation by absorption of thrombo- 
plastin from the uterus and its contents, which caused intra- 
vascular thrombosis. The fibrinogen could be lowered 
sufficiently to cause a bleeding state. 2 years later Maloney” 
first treated patients suffering from depleted plasma fibrinogen 
with blood and human fibrinogen infusion. Since the 
beginning of this decade, many cases have been reported, 
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particularly in the American literature, of hypofibrino- 
genaemia and its associated obstetric conditions. 


THE CLOTTING MECHANISM OF BLOOD 


Prothrombin (globulin) + calcium + thromboplastins (from 
damaged tissue, blood platelets and plasma) = thrombin (albumin). 
Thrombin + fibrinogen = fibrin. 


The foregoing schema (after Samson Wright) shows the 
three basic reactions, which are as follows: 

(a) Thromboplastin is formed from precursors in the 
platelets, plasma and damaged tissue; this takes place only 
when blood is shed or tissue damaged. 

(b) The enzyme thrombin is formed from its precursor 
prothrombin, which itself is formed in the liver. 

(c) The soluble substance fibrinogen, also formed in the 
liver is converted to insoluble fibrin by the enzyme thrombin. 

Certain factors in the liver may prevent the formation of 
both prothrombin and fibrinogen, e.g. necrosis or anoxia. 

The normal plasma-fibrinogen level is 250 mg. per 100 
cc. (range 190-330)** but from the 3rd month of pregnancy 
this rises to 325 mg. per 100 c.c. (range 220-450)!" *. 4 at 
term. The total fibrinogen content of the average individual 
isabout 18 g. 

Normally all clotting factors are available in excess; they 
must be reduced by about 25-50° before the mechanism 
fails 7( }—in the case of fibrinogen to below 100 mg. per 
100 c.c., though a value between 100'* and 150 mg. per 100 
cc. is thought to be dangerous. 


AETIOLOGY 


The following are obstetrical conditions known to be 
associated with hypofibrinogenaemia: 

Accidental Haemorrhage. The majority of cases of the 
condition occur with the concealed type of accidental 
haemorrhage, when marked shock, severe extravasation of 
blood and tissue damage are present. In 94 cases of all types 
of accidental haemorrhage at Baragwanath Hospital, 60 
were the less severe forms and of these none showed a bleeding 
tendency, whereas in the 34 cases of the concealed type 
there were 14 cases of hypofibrinogenaemia. The one 
exception was a case of accidental haemorrhage due to a 
circumvallate placenta (the only case from this cause reported) 
in which the serum fibrinogen was 96 mg. per 100 c.c. (case 2). 
Whether the accidental haemorrhage was toxic (6 cases) or 
non-toxic (8 cases) did not appear to be of significance except 
in one case (case 8), in which the lowered fibrinogen appeared 
28 hours post partum. In this case liver damage can only be 
presumed, for liver function tests were not carried out. 

Amniotic Fluid Embolism. This frequently causes death 
from cardio-pulmonary failure, but should the patient survive, 
she will almost certainly develop a bleeding tendency from 
defibrination. Even the cases that die from cardio-pulmonary 
failure bleed abnormally before death or fluid blood is found 
at necropsy. 

Missed Abortion and Retained Dead Foetus. As the method 
of production of hypofibrinogenaemia is the same, these can 
be grouped together. Thromboplastins absorbed from the 
dead conceptus over a period of at least 4 weeks'® lower the 
plasma fibrinogen sufficiently to cause a bleeding diathesis 
(case 6). 

The Rhesus factor was at one stage thought to be a direct 
cause of hypofibrogenaemia, but it is now realized that it is 
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a common cause of intra-uterine death, with frequently a 
fairly long period of retention of the macerated foetus, and 
is only an indirect cause of the haemorrhagic condition. 

Dextran and other similar substances are associated 
contributory causes in lowering an already low plasma 
fibrinogen, possibly below the critical level and causing 
uncontrollable haemorrhage.** 

Pitocin. _Tumultuous contractions, in many instances 
caused by the injudicious use of Pitocin, may force thrombo- 
plastins into the circulation, and if in sufficient quantity, 
cause an amniotic-fluid embolism. Because of this association 
in those cases where fibrinogen is reduced caution should be 
exercised in the use of Pitocin. 


Clotting Factors 


Though all clotting factors fall secondarily to a greater or 
lesser degree,’ the fall in the level of plasma fibrinogen seems 
to be the most important.?*: MacKay ef think 
that a drop in all factors is important, especially a thrombo- 
cytopaenia.* They hold that if thrombocytopenia is not 
present abnormal bleeding will not occur,'* but that if it is 
present it is of grave significance.'* This was not confirmed 
in our series. 

The aetiology is still unsettled and much of it is based on 
theory. Phillip and Larkin'® have classified it into 4 main 
theories: 


Group A. Theories of plasma-fibrinogen depletion: (1) actual 
loss of fibrinogen, (2) Increased Utilization and (3) Failure of 
Production. 

A sudden large haemorrhage may seriously deplete the 
fibrinogen content of the plasma—a 6-pint blood loss may 
completely defibrinate the body.” 

Fibrinogen might be mobilized at the site of tissue damage, 
such as the uterus in an accidental haemorrhage or the lungs 
in the inhalation of vomitus or pneumonia. 

Failure of production of fibrinogen as the result of liver 
damage has not been proved except in extirpation of a liver, 
in carcinoma of the liver and in chloroform necrosis, and in 
these conditions the prothrombin level usually falls first. 
In pre-eclampsia liver function tests are usually normal and 
hypofibrinogenaemia is not seen unless there is an associated 
accidental haemorrhage.'* Prolonged hypotension in severe 
shock may cause liver anoxia and a failure to produce 
fibrinogen,” or the liver may not synthesize fibrinogen 
sufficiently rapidly to replace a rapid loss. 


Group B. Thromboplastin Theory 


This is most widely accepted today.!: *: ® 74, 8, 10. 12, 21, 28 
The protein thromboplastins®* from the uterus and its contents 
(confirmed by animal experiment) gain access to the maternal 
circulation via the sinusoids” and cervical veins,’ 
where they cause intravascular thrombosis and embolism, 
chiefly in the lungs, liver and kidneys.'* They may be forced 
into the circulation by increased intra-uterine pressure, as in 
concealed accidental haemorrhage or tumultuous labour, 
and the rate of fibrinogen utilization depends on the amount 
present’® and on its rate of absorption. 


Group C. Anaphylactoid Theory 


That ‘fibrin thrombosis’ is the common factor in such 
conditions as eclampsia, premature separation of the placenta, 
bilateral renal cortical necrosis, and pituitary necrosis, seems 
to be evident from work done by MacKay et al.,"* and also 
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that these conditions and a general Shwartzman reaction 
seem to be related; but, as fibrinogen estimations were not 
done, it may well be that other factors come into play. 


Group D. Fibrinolysin Theory 


Fibrinolysins are enzymes present in minute quantities, 
which are normally protective and are formed from precursors 
in the endothelium. They are only released in very shocked 
patients.®: 15,23 Some*-* think they do not play any 
part, because they are not found when specifically sought 
after and also do not account for the drop in all elements 
of coagulation. The disintegration of the clot in vitro may 
be due to a fibrinogen level too low to form a strong clot 
and not to fibrinolysis.**: 2* 


INCIDENCE AND CLINICAL MANIFESTATIONS 


In 90°, of cases of accidental haemorrhage, hypofibrino- 
genaemia most probably exists in a sub-clinical form. In the 
other 10°% of cases, e.g. severe forms (50-100°%% placental 
separation), it may be present in a definite clinical form.7*: 2° 
In 85,000 deliveries in 3 large centres in Britain, 8 cases of 
hypofibrinogenaemia were proved.”! 

In 94 Bantu cases of accidental haemorrhage at 
Baragwanath Hospital, 34 being severe, 14 cases of hypo- 
fibrinogenaemia were found, an incidence of 14:9°% and 
41-2% respectively. It was only looked for in 60% of the 
94 cases by one or more diagnostic tests. It was not sought 
in any other condition. These 14 cases are included in the 
series of 15 which are recorded in this article. Clinical 
summaries of the series are set out at the end of the article. 


Clinical Manifestations 


Not all patients who bleed severely develop a coagulation 
defect and not all with a coagulation defect such as hypo- 
fibrinogenaemia bleed severely® (cases 2 and 14). In general, 
it is only found when specifically sought after, as it was in 
14 of the cases in this series. 

Prolonged or uncontrollable vaginal bleeding, with no 
apparent reason, particularly if the blood does not clot and 
is associated with one of the conditions enumerated above, 
should make the diagnosis suspect at once. It must be 
remembered that uncontrollable haemorrhage can be caused 
by severe birth trauma which can exsanguinate a patient 
sufficiently to cause hypofibrinogenaemia, and trauma must 
be excluded. 

There are 3 main clinical types, depending on the amount 
of thromboplastin present and its rate of absorption viz. 
hyper-acute, acute and chronic: 

Hyper-acute. This is seen in amniotic-fluid embolism and 
the signs of defibrination are usually overshadowed by the 
signs of cardio-pulmonary failure. Shock is out of proportion 
to the blood loss until the latter becomes prominent after 
the clotting mechanism has failed. Death in these patients, 
unless caused by cardio-respiratory failure, is not inevitable 
if prompt treatment is instituted. 

Acute. The signs and symptoms of the associated obstetric 
emergency are present as well as severe haemorrhage and 
shock. Hypofibrinogenaemia may be forgotten if not specific- 
ally looked for, because its signs may be overshadowed by 
those of the primary obstetric condition. 

Chronic. The onset of defibrination is insidious, and is 
manifested by purpuric phenomena such as ecchymoses, 
bleeding gums, etc. The history of a missed abortion or 


S.A. MEDICAL JOURNAL 


14 February 1959 


retained dead foetus is usually obtained. Shock is not seen 
unless associated with a large secondary haemorrhage. The 
massive bleeding associated frequently with evacuation of a 
missed abortion may be due to hypofibrinogenaemia and the 
plasma fibrinogen level should be estimated before operation 
and corrected if it is low. 

It should be remember that there may be no signs present, 
but as long as the clotting defect is there the patient is in 
potential danger. 


DIAGNOSIS 


The diagnosis depends on a full understanding of the 
pathological situation. Apart from the gravity of the condition 
accurate diagnosis is called for by the expensiveness of the 
methods of treatment (human fibrinogen at £9 a gram, 
plasma at £4 a pint and blood at £2 10s. a pint). The follow- 
ing tests are useful aids: 

(a) A blood count, including platelet count. The presence 
of thrombocytopenia is regarded as of grave import.'* 

(b) The Lee-White test for coagulation time (normal 4-10 
minutes). If no clot forms the plasma fibrinogen is definitely 
below the critical level. 

(c) Weiner’s clot-observation test’ ** is usually carried 
out in conjunction with the coagulation-time test, and for 
gauging purposes is repeated at frequent intervals. Of the 
cases here recorded, all those showing abnormal clotting time 
or clot formation, or clot dissolution, were found to have 
plasma-fibrinogen levels below 100 mg. per 100 c.c. except 
2 cases, one just above 140 mg. and one of 140 mg. which 
later went well below the critical level. | Confirmatory 
fibrinogen tests showed one case with a clotting time of 
2} minutes in which the plasma fibrinogen was i100 mg. per 
100 c.c.; 2 cases with plasma fibrinogen below 150 mg., 
and the remainder well above 200 mg. In 4 cases no further 
investigation was made because bleeding ceased; and one 
patient died. In one case a normal clotting time changed to 
abnormal, but bleeding ceased after treatment. 

(d) In the topical thrombin test, Topical Thrombin (Parke 
Davis) is diluted in 20 c.c. of normal saline to make a solution 
of 50 mg. per c.c. Of this solution 0-5 c.c. is further diluted 
in 10 c.c. of normal saline, and 0-1 c.c. of this final dilution 
is added to | c.c. of the patient’s serum. This is incubated 
at 37°C for 15 minutes and examined for clotting, and then 
observed for | hour more for dissolution of the clot, as in 
the clot-observation test. Normally all factors are present 
on addition of the thrombin, and if no clot forms, or an 
unstable clot, this is an indication of a deficiency in serum 
fibrinogen. 

(e) Prothrombin time and prothrombin index. This test was 
performed in 12 of the 15 cases. Of the patients with serum 
fibrinogen below the critical level, 8 showed a prothrombin 
time greater than 2 minutes. In 4 patients in whom the 
prothrombin time, though increased, was below 2 minutes, 
the fibrinogen level was below 150 mg. per 100 c.c., and in 
one of them it was below the critical level. It appears, then, 
that a greatly increased prothrombin time may indicate 
plasma-fibrinogen levels below the critical level. 

(f) Plasma fibrinogen. There are two main methods of 
estimating fibrinogen, viz. (1) the turbidimetric method, which 
gives an approximate reading, and (2) the Kjeldahl method, 
which though accurate takes a longer time. Both methods 
were used in this series. The critical plasma-fibrinogen level 
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is 100 mg. per 100 c.c.; below this the clotting mechanism 
fails. 

In the present series 4 main tests were used in the diagnosis, 
viz. the clotting time, the clot-observation test, the topical 
thrombin test and the prothrombin time, confirmed by the 
plasma-fibrinogen level. The results usually arrived 24 hours 
after the blood had been taken. The first three of these 
tests are valuable ward procedures and, as regards the 
fourt:, most laboratories can estimate the prothrombin 
time rapidly. If it is greater than 2 minutes it is diagnostic 
of a serious clotting defect. 

Retained cotyledons, obstetric trauma etc. must be borne 
in mind and excluded. 

Thrombocytopenic purpura. Thrombocytopenia accompany- 
ing hypofibrinogenaemia may confuse the diagnosis (case 15). 
Thrombocytopenic purpura is rare in pregnancy.2®> The 
history of previous purpuric attacks, or retention of a dead 
foetus, may suggest either thrombocytopenia or hypo- 
fibrinogenaemia. The Lee-White coagulation-time test will 
differentiate the two.”* 


TREATMENT 


Early detection and prompt correction of a low plasma 
fibrinogen is the aim in treatment, for the untreated case, 
whether delivered by the abdominal or vaginal route, may 
end in disaster?*. The treatment of shock, restoring of blood 
volume, and raising of plasma-fibrinogen level are all im- 
portant.® 

The policy of ultra-conservatism in the treatment of missed 
abortion and a retained dead foetus might have to be 
reviewed,” 5 particularly if the retention is longer than 4 
weeks; and if a waiting policy is practised, plasma-fibrinogen 
levels must be estimated twice a week.’” If the level is found 
to be falling, evacuation of the uterus becomes necessary. 

Pitocin must be used with care, so as not to cause 
tumultuous contractions, and should not be used to hasten 
normal labour.** 


Blood Transfusion 

The blood loss in accidental haemorrhage is frequently 
under-estimated. A liberal amount of blood—2-4 pints in the 
first hour?*—should be used to combat shock and restore 
blood volume. Fresh blood,’ *° as it restores all clotting 
factors, is better than bank blood, but even multiple trans- 
fusions will not raise the fibrinogen to effective levels in the 
severely defibrinated patient.2* It might, however, be all 
that is necessary in the less severe types. Sibthorpe*® states 
that 1 pint of fresh blood raises the plasma fibrinogen by 
5-10 mg. per 100 c.c. One must remember to give 10 c.c. 
of 10% calcium lactate for every 2,000 c.c. of blood 
administered, to counter the anti-coagulant effect of sodium 
citrate. 

In 7 of our cases, although blood transfusion alone stopped 
bleeding in 4, the results as shown by the known fibrinogen 
values were not entirely satisfactory because they could 
have been raised to higher levels. In the other 3, blood trans- 
fusions alone were inadequate and fibrinogen had to be given. 

The whole series of cases were under-transfused, the 
average transfusion being 1,600 c.c. per patient, as compared 
with Reid, Weiner and Roby’s series with 2,600 c.c. per 
patient, Jackson’s series with 2,000 c.c. and Barry’s with 
2,500 c.c. In the above 7, only 3 patients received 2,000 c.c. 
or more. 


S.A. TYDSKRIF VIR GENEESKUNDE 


137 


Plasma Infusion 


This is beneficial for two reasons—firstly because by 
restoring the blood volume it combats shock, and secondly 
because it has a high fibrinogen content (0-29 mg. per 100 
c.c. or 1-45 g. per pint). When blood is available it may be 
given in double or quadruple strengths and in the one patient 
of the series who received 750 c.c. of quadruple-strength 
plasma (8 g. of fibrinogen) and 1,000 c.c. of blood, the 
fibrinogen was raised from 75 mg. per 100 c.c. to 316 mg. 
If fibrinogen is not available, plasma is the finest substitute, 
and it has the advantage of costing less. 


Human Fibrinogen 


Blood transfusion and fibrinogen are essential in the 
severely affected patient,’ 74. 1%, 13, 21,23 especially 
if fibrinolysins are present. 

Theoretically, as all factors are lowered, fibrinogen alone 
should not be sufficient to correct the coagulation defect, 
but in practice this does not appear to be the case. As soon 
as the clotting defect has been discovered, give fibrinogen 
and do not await the laboratory findings. 

In the cases treated with fibrinogen in the present series, 
the fibrinogen levels were raised adequately in 4 cases (to 
324, 175, 298 and 201 mg. per 100 c.c.), satisfactorily but not 
adequately in 2 (134 and 140), satisfactorily but not measured 
in 2, unsatisfactory in 1 (100), and inadequately in 1 (88). 
Sufficient fibrinogen to restore the clotting mechanism** 
appears to be adequate in most cases, as fibrinogen seems 
to stimulate the body to produce more,'* but massive doses 
are occasionally necessary.** The amount to be given varies 
with the severity of the case and amounts of 4-6 g. have been 
given as empirical doses! *: *. 1%. 1® and some cases require 
as much as 10 g. or more. All institutions practising obstetrics 
should have fibrinogen readily available for emergency use. 


Induction of Labour 


Once the uterus is evacuated, spontaneous fibrinogen 
recovery is rapid, so that early artificial rupture of the 
membranes to induce labour may be advisable. Rupture 
of the membranes also prevents a fall in serum fibrinogen, 
by reducing the intra-uterine pressure.* The clotting 
mechanism if defective should be corrected first. This was 
practised in 9 of the present series and after rupture, though 
no serial fibrinogen estimations were made, failure of 
coagulation did no recur. 

A recent idea that the patient must be delivered by 
Caesarean section immediately, failing which clotting will 
be defective, is wrong.** Artificial rupture of the membranes, 
as well as improving many, will bring the majority into 
labour and prevent an unnecessary Caesarean section being 
performed upon a shocked patient. Seven out of the 9 
patients whose labours were induced were delivered spon- 
taneously within 9 hours of induction, and the other 2 (who 
might have had Caesarean sections) in 314 and 57 hours 
respectively. In 2, induction was unnecessary as delivery 
was imminent. In the 3 not induced, the labours were 10, 
12 and 15} hours respectively. One Caesarean section was 
performed for placenta praevia. 


Caesarean Section and Hysterectomy 


The indications for Caesarean section in this type of 
patient remain controversial. It would appear, from the 
cases presented, that Caesarean section should only be done 
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after a preliminary trial by rupturing the membranes. It is, 
however, unjustifiable’ and dangerous” to rupture the mem- 
branes if the coagulation defect is not corrected first. As 
the operation of Caesarean section is only done in the interests 
of the mother, 6-12 hours’: ** should elapse after rupturing 
of the membranes, before surgery is undertaken, provided 
the maternal condition remains satisfactory and labour has 
not started. 

In this series only one case was treated by Caesarean 
section (6°6%). It was done for type-II placenta praevia. 
If a prolonged induction delivery interval is accepted as an 
indication, 2 more could have been done and one for prolapse 
of the cord, had it been discovered earlier. 

Indications for a hysterectomy seldom occur, and this 
procedure should be reserved for cases in which the uterus 
fails to contract and continues to bleed actively, despite more 
conservative haemostatic measures. The more extensive 
operation may have been lethal in Case 15. If the coagulation 
defect is corrected before surgery, hysterectomy should be a 
very rare necessity. 


CASE REPORTS 
Case | 


A 36-year-old unbooked Para 8 was admitted at 36-weeks 
gestation. She had had severe abdominal pain and profuse vaginal 
haemorrhage of 5 hours’ duration. She was pale and shocked. 
BP 130/90 mm. Hg. The uterus was that of a patient with con- 
cealed accidental haemorrhage and she was passing fluid blood 
per vaginam. 

Blood Examination. Hb. 11-4 g.%. PT: failed to clot 2 mins. 
Pl scanty. CT: 10 min., clot dissolved. TT: 15 minutes— 
dissolved. F: 75 mg. 100 c.c. 

Patient received 1,000 c.c. of bank blood and 750 c.c. of quad- 
ruple-strength plasma. 

Repeat Blood Examination. CT: 5 min., stable. Pl: 76%. TT: 
clot formed, stable. PI 175,000/c.mm. F: 316 mg./100 c.c. 

3 hours 25 minutes after surgical induction delivered of a 
7 Ib. 13 oz. stillborn infant. There was a 32 oz. retroplacental 
clot and no fresh bleeding. Recovery uneventful. 


Case 2 


A 41-year-old Para 7 was admitted in labour from District 
in her 34th week of gestation. She had experienced abdominal 
pain and moderate vaginal bleeding for 44 hours. She was pale 
and slightly shocked. BP 112/64 mm. Hg. The foetus was vertex 
LOL: foetal heart rate 132/min. Blood transfusion was started. 

Blood Examination. CT: 7 min., clot friable and retraction 
poor. PI: 58%. F: 96 mg./100 c.c. 

12 hours after admission she was delivered of a live 5 lb. 5 oz. 
child. There was a large retroplacental haematoma and 15 oz. 
of fresh blood. The placenta was circumvallate. Only 500 c.c. 
of blood had been given. 

Repeat Blood Examination at Delivery. Hb. 9:5 g.%. PI: 
62%. Pl: normal. Repeated after 12 hours: Hb. 7-4 g.%. PI: 
83%. F: 118 mg./100 c.c. 

Recovery uneventful. 


Case 3 

A 26-year-old unbooked Para 3 was admitted 3} hours after 
having bled painlessly, fairly severely per vaginam. Her period 
of amenorrhoea was unknown. She was pale. BP 150/110 mm. 
Hg. The uterus showed all the signs of a concealed accidental 
haemorrhage. She was bleeding per vaginam. 

Blood Examination. CT: no clot after 1 hour. PT: failed to 
clot in 2 mins. F: 96 mg./100 c.c. 

She received 1,750 c.c. of bank blood and 2 g. of fibrinogen. 

Repeat Blood Examination. CT: 44 min., stable. TT: clot 
formed, stable. F: 324 mg./100 c.c. 

She was delivered 57 hours after surgical rupture of the mem- 
branes of a macerated 4 Ib. infant. The clotting time repeated 
during this period never exceeded 7 min., the clots formed being 
stable. There was a 10 oz. retroplacental clot and no fresh blood. 

Tests Repeated at Delivery. CT: 2 min., stable. F: 282 mg./ 
100 c.c. 
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The puerperium was complicated by a uterine infection treated 
with penicillin. She was discharged on the 6th day after delivery, 


Case 4 


This 32-year-old Para 3 was admitted from the District. The 
expected date of delivery was unknown. She had had backache 
and vaginal bleeding for 3 hours before admission. She was 
pale. BP 140/70 mm. Hg. The uterus showed all the signs of a 
concealed accidental haemorrhage. 

Blood Tests. Hb. 5-9 g.%. CT: 24 min., stable clot. PI: 64%. 
F: 132 mg./100 c.c. 

After 5 hours in hospital patient was more shocked, BP 104/70. 
800 c.c. of normal saline and 1,000 c.c. of bank blood were in- 
fused. After a further 5 hours macerated twins weighing 2 Ib, 
12 oz. and 3 lb. were delivered. The second of the two placentae 
was covered over half its surface by blood clot, and 10 oz. of 
fresh blood accompanied delivery. Despite the uterus being 
well contracted the patient lost a further 25 oz. of blood as an 
ooze. 

Repeat Tests. TT: very poor 
clot formed. 

1,000 c.c. of blood and 2 g. of fibrinogen were infused and 
abnormal bleeding ceased. F: 175 mg./100 c.c. at this time. 
Recovery was uneventful. 


Case 5 


An unbooked 27-year-old Para 4, whose expected delivery 
date was unknown, was admitted 2 hours after vaginal bleeding 
caused by coitus had started. She was very shocked and pale. 
BP 90/60 mm./Hg. All the signs of concealed accidental hae- 
morrhage were present. 

Blood Tests. CT: 7-8 min., clot dissolved 4 hour. PI: failed 
clot 2 min. F: less than 100 mg./100 c.c. 

Haematoma and bleeding were noticed at the site of previous 
venipuncture when transfusion was started. She received 1,000 c.c. 
of blood and 2 g. of fibrinogen. 

Repeat Tests. CT: 24 min., stable. F: 100 mg./100 c.c. 

An early macerated infant weiging 6 lb. 6 oz. was delivered, 
a by 8 oz. blood loss, and placenta completely covered 

y clot. 
There was no further bleeding and recovery was uneventful. 


Case 6 


An unbooked 36-year-old Para 8 at 36-weeks gestation was 
admitted after 3 hours of vaginal bleeding and pain. 3-4 weeks 
before admission the patient had fallen on her abdomen and 
since that time had not felt foetal movements. She was pale, 
moderately shocked. BP 110/60 mm. Hg. The foetus could be 
felt presenting vertex L.O.L. but no foetal heart could be heard. 
Vaginal bleeding was slight. 

Blood Tests. Hb. 4-1 g.°%. CT: Small clot 6 min., dissolved. 
PI: Failed clot 2 min. F: less than 50 mg./100 c.c. 

1,000 c.c. of blood and 1 g. of fibrinogen were given. 

Repeat Tests. CT: 3 min., unstable clot. Ti: No clot in 1 hour. 
F: 80 mg./100 c.c. 

A further 500 c.c. of blood and 2 g. of fibrinogen were given. 

Tests Repeated. CT: 14 min., stable clot. Hb. 9-2 g.%. Pl: 
75%. F: 298 mg./100 c.c. 

Three hwurs after surgical induction she was delivered of 
markedly macerated infant, and 20 oz. of retroplacental clot 
with placenta. Progress was uneventful. 


Case 7 


A 38-year-old Para 8 was admitted from District having been 
bleeding per vaginam for 3}? hours. She was 34 weeks pregnant. 
She was very pale, extremely shocked. BP 50/30 mm. Hg and 
the uterus was that of a patient with a concealed accidental hae- 
morrhage. Fluid blood was seen at the vulva. 

Blood Tests. CT: 20 min., dissolved in $ hour. PI: Failed to 
clot in 2 mins. F: less than 50 mg./100 c.c. , 

600 c.c. of normal saline and 500 c.c. of bank blood were in- 
fused rapidly and then a further 500 c.c. of blood and 2 g. of 
fibrinogen. BP 140/60 mm. Hg. During next 2 hours a further 
1,500 c.c. of blood and 2 g. of fibrinogen were given. Abnormal 
bleeding ceased. 

Repeat Tests. CT: 34 min., stable. Pl: 70°. F: 135 mg./100c.c. 

Two hours after surgical induction a macerated 4 Ib. foetus 
was delivered. The placenta and 28 oz. of clot followed with no 
fresh bleeding. Progress thereafter was uneventful. 


CT: 5 min., retraction poor. 
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Case 8 

An unbooked 20-year-old Para 2 was admitted in her ‘seventh 
month’ of pregnancy. She had had earache 3 days before de- 
livery, followed by right-sided facial paralysis. No foetal move- 
ments had been felt for 24 hours and vaginal bleeding had been 
present for 2 hours before admission. She had a right-sided 
facial paralysis and herpes of the lip. BP 228/130 mm. Hg and 
the urine ‘boiled solid’ on examination. FFundi showed all the 
signs of Grade-IV retinitis. 

Blood Tests. CT: 20 min., unstable clot. F: 140/mg./100 c.c. 

One hour after admission delivered of a 3 Ib. 5 oz. stillborn 
infant. Fresh bleeding and retroplacental clot amounted to 
20 oz. and then bleeding ceased. 28 hours after delivery the 
patient felt dizzy and started to ooze per vaginam. She was 
shocked. BP 130/70 mm. Hg and further examination, including 
lumbar puncture, was negative. 

Repeat Tests. Hb. 7:4 g.%. F: less than 50 mg./100 c.c. 2 g. 
of fibrinogen and 1,000 c.c. of bank blood were given and vaginal 
bleeding ceased. 

. 8 days after admission: Hb. 12:5 g.%. Blood urea: 
49 mg./100 c.c. Uric acid: 5-5 mg./100 c.c. F: 455 mg./100 c.c. 
Patient was transferred to a medical ward. 


Case 9 

An unbooked 28-year-old Para 3, 28 weeks pregnant, was 
admitted having suffered from abdominal pain and vaginal bleed- 
ing for 5 hours. She was very pale and shocked. BP 90/60 mm. Hg. 
All the signs of concealed accidental haemorrhage were present 
and she was bleeding profusely per vaginam. 

Blood Tests. Hb. 11-2 g.%. CT: 8 min., completely dissolved. 
PI: failed to clot in 2 mins. F: test done—result mislaid. After 
1,000 c.c. of blood had been given after a further 4} hours, the 
CT was 44 min., stable clot. 

Repeat Tests. Hb. 11-2 g.%. CT: 7 min., stable. PI: 74%. F: 
180 mg./100 c.c. 

The forewaters were ruptured under anaesthetic and 31}? hours 
later a 1 Ib. 11 oz. macerated foetus was delivered. The placenta 
was accompanied by 30 oz. of clot and 6 oz. of fresh blood. Dur- 
ing the induction delivery interval repeated clot observation 
tests were done and at no time were they abnormal. 

Repeat Tests at Delivery. Hb. 9-9 g.%. CT: 4 min., stable. 
PI: 100°. F: 227 mg./100 c.c. Progress was uneventful. 

Case 10 

A 25-year-old unbooked Para | in her 34th week of pregnancy 
was admitted to hospital complaining of abdominal pain follow- 
ing a fall on the abdomen. For 3 hours she had been bleeding 
profusely per vaginam. She was pale and shocked. BP 104/40 
mm. Hg and showed all the signs of a severe concealed accidental 
haemorrhage. Vaginal bleeding was brisk, fluid blood being 


seen. 

Blood Tests. Hb. 6-7 g.°%. CT: 11 min., unstable clot formed. 
PI: 70°. F: 115 mg./100 c.c. 

Patient received 2,000 c.c. of bank blood and then CT 4} min., 
stable clot. The membranes were only ruptured 26 hours after 
admission and she was delivered of a 5 Ib. 14 oz. infant 3 hours 
later. There was a 34 oz. retroplacental clot and no fresh bleeding 
with the birth of the placenta. Urinary output, which had been 
8 oz. from admission to time of induction, was now increased 
and 16 oz. were obtained at delivery. 

Tests at Delivery. Hb. 14-6 g.%. 
Pl: 91°. F: 139 mg./100 c.c. 

The blood electrolyte levels were normal and urinary output 
increased after delivery and she made an uneventful recovery. 
Case 11 

An unbooked 28-year-old Para 5 was admitted in her 38th 
week of pregnancy. She was extremely collapsed, cold, clammy 
and pulseless. BP 40/0. Saline and 1,000 c.c. of blood were 
infused rapidly and this improved her condition sufficiently to 
allow blood to be taken for investigation. 

Blood Tests. CT: 15 min., clot dissolved almost immediately. 
PI: 58°. F: 106 mg./100 c.c. 

A further 500 c.c. of blood and 2 g. of fibrinogen were infused 
and then the forewaters ruptured. 

Tests. CT: 44 min., stable. PI: 67%. F: 140 mg./100 c.c. 

Five hours later a 6 Ib. 4 oz. stillborn infant was delivered. 

placenta and a 34 oz. retroplacental clot followed and no 
fresh bleeding. 


CT: 34 min., stable clot. 
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Tests Repeated at Delivery. Hb. 10-4 g.%. CT: 34 min., stable 
clot. PI: 60%. F: 166 mg./100 c.c. 

Tests repeated after 24 hours. Hb. 8-7 g.%. CT: 24 min., stable. 
F: 297 mg./100 c.c. 

Recovery was uneventful. 


Case 12 


This unbooked 38-year-old Para 9 was admitted in her 34th 
week of pregnancy. She stated labour had started with more 
bleeding than usual. She was not distressed and BP was 100/60 
mm. Hg. The foetus could be felt, L.O.A. position, and the 
foetal heart was 138 per min. Vaginal bleeding was excessive. 

Blood Tests. Hb. 7-2 g.%. CT: failed to clot. F: less than 
50 mg./100 c.c. 

She received 1,500 c.c. of blood and 2 g. of fibrinogen. During 
the resuscitation period the uterus became woody and the foetal 
heart was no longer heard. 

Bo Repeated. CT: 4 min., stable. PI: 100°. F: 201 mg./ 
100 c.c. 

Vaginal examination done now showed that the membranes 
were intact, and a non-pulsating cord was found in the sac. The 
membranes were ruptured; 3 hours later patient was delivered 
of a 5 Ib. 10 oz. stillborn infant and a 30 oz. retroplacental clot 
and 10 oz. of fresh blood accompanied the placenta. There was 
no further bleeding and so tests were not repeated. Recovery 
was uneventful. 


Case 13 


A 38-year-old unbooked Para 1 was admitted in her 28th 
week of pregnancy. She had had severe abdominal pain and 
bled profusely per vaginam since the previous day. She was pale 
and oedematous. BP 100/70 mm. Hg, and the uterus showed all 
the signs of a concealed accidental haemorrhage. 

Blood Tests. Hb. 8 g.%. CT: no clot. PI: failed to clot 2 min. 
F: 97 mg./100 c.c. 

She was delivered in 54 hours of an early macerated 6 Ib. 8 oz. 
infant. Despite the 2,000 c.c. of blood she received during this 
period she had a 50 oz. postpartum haemorrhage as well as a 
large (43 inch) retroplacental clot. The uterus continued to 
ooze despite being well contracted. A further 1,000 c.c. of blood 
and 2 g. of fibrinogen were infused immediately and this caused 
the bleeding to cease. F now 193 mg./100 c.c. Recovery was 
uneventful. 


Case 14 


This unbooked 26-year-old Para 4 was admitted in her 36th 
week of gestation. Lower abdominal pain and vaginal bleeding 
had been present for 9 hours. She was pale, shocked and oede- 
matous. BP 110/20 mm. Hg. All the signs of severe concealed 
accidental haemorrhage were present. 

Blood Tests. Hb. 8 g.°%. CT: 4 min., unstable clot. PI: failed 
to clot 2 min. F: less than 50 mg./100 c.c. 

Transfusion of 1,000 c.c. of blood was started. During re- 
suscitation the patient developed chest pain and coughed up a 
small quantity of blood-stained sputum. No abnormality could 
be found in the chest on clinical examination. 

Progress tests were not done on this patient and membranes 
were ruptured without knowing the coagulability of the blood. 
After 9 hours of ruptured membranes she was delivered of a 
5 lb. 8 oz. stillborn infant. There was a 24 oz. retroplacental 
clot present and no fresh bleeding. No further treatment was 
given and no further tests done, and the patient recovered un- 
eventfully. 


Case 15 


This booked 20-year-old Para 2 was first admitted in her 26th 
week, having an episode of painless vaginal bleeding. Bleeding 
settled on bed rest and a placentogram showed a posterior placenta 
praevia ‘dipping into lower uterine segment’. There was no 
further bleeding until the 36th week when, over a period of 24 
hours, she oozed blood and clot per vaginam, estimated at 15 oz. 

Blood transfusion was started and an examination under 
anaesthetic was planned. On arrival in the operating theatre 
the patient was extremely collapsed out of proportion to the 
amount of blood lost. Blood was forced in and at examination 
10-15 oz. of blood clot were found in the vagina. The cervix was 
3-fingers dilated and a Type-III post-placenta praevia was diag- 
nosed. 

Immediate Caesarean section resulted in the delivery of a still- 
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born infant. Except for the uterus tending to relax despite 2 
intravenous injections of Ergotrate, the bleeding did not appear 
to be excessive. After operation, BP 84/0 mm. Hg, vaginal oozing 
persisted. The uterus was explored but no placental remains were 
found. Hydrocortisone, 100 mg. in normal saline, was now 
Started and the blood taken for further compatibility tests re- 
mained fluid. The buccal mucous membrane and gums started 
to bleed. The spleen was palpable below the costal margin and 
hypofibrinogenaemia or thrombocytopenic purpura were thought 
of as the platelets were scanty. An intramuscular injection of 
10 units of Pitocin failed to stop the vaginal ooze. 

After a further 14 hours and there being no fibrinogen available, 
a hysterectomy was done. Ecchymoses were seen in the bowel 
wall, and as the bare area of the pelvis tended to ooze excessively, 
it was packed. 

3 g. of fibrinogen, which was now available, was given as well 
as the 6th pint of blood and the patient appeared to improve; 
6 hours after the operation the patient, whose systolic blood 
pressure had remained at 84 mm. Hg, suddenly collapsed. De- 
spite further blood transfusion and noradrenaline (Levophed) 
infusion she remained comatose and died 3 hours later. 

Blood Tests at time of Collapse. Hb. 11 g.%. White-cell count: 
16,800 per c.mm. PI: scanty. F: 88 mg./100 c.c. 

Necropsy. Blood in all cavities, including 1} pints in peri- 
toneum. Numerous subserous and submucous ecchymoses, 
including large subcapsular haematoma in the liver. Pituitary 
and adrenals appeared normal. 


CT =coagulation time. TT =topical thrombin test. PT= prothrombin time. 
Pl=prothrombin index. Pl=platelets. F =fibrinogen test. 


CONCLUSIONS 


1. Preventable maternal deaths from shock and uncon- 
trollable haemorrhage due to the clotting defect of hypo- 
fibrinogenaemia are still occurring today, 20 years after the 
cause was first described. 

2. Any obstetrical case in which thromboplastins can be 
absorbed into the maternal circulation from the uterus and 
its contents may cause the drop in plasma fibrinogen, but 
certain conditions, the chief being the more severe forms of 
accidental haemorrhage, are more commonly associated with 
hypofibrinogenaemia. 

3. Its incidence is higher than is generally expected, 
especially in the Bantu. Though other factors may be con- 
cerned in this increase, specifically testing for hypofibrino- 
genaemia will enable more subclinical forms to be diagnosed. 

4. Signs and symptoms vary according to the acuteness 
of onset of the associated obstetrical abnormality such as 
the amount of blood loss and shock, but any blood issuing 
from an obstetric patient that fails to clot is pathognomonic 
of the condition. 

5. Diagnosis is easily confirmed by the clotting time, a clot 
observation test, the topical thrombin test and a prothrombin 
time which, if greater than 2 minutes, indicates a plasma 
fibrinogen level below the critical level. 
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6. Early detection and prompt correction of the lowered 
plasma fibrinogen is the first aim in treatment; for as long as 
blood clotting is defective, the patient’s life is in danger. 

7. Liberal amounts of blood, preferably fresh, must be 
used to combat haemorrhage and shock. 

8. Plasma may be used when blood and/or fibrinogen are 
not available, as it combats shock and restores fibrinogen 
levels, particularly if used in concentrated form. 

9. Human fibrinogen, though costly, restores safe plasma- 
fibrinogen levels rapidly. Massive doses are occasionally 
needed but usually smaller doses will suffice to restore a 
normal clotting mechanism. 

10. Artificial rupture of the membranes as soon as possible 
will prevent further defibrination taking place and will induce 
labour in most cases. 

11. Caesarean section is seldom if ever indicated and should 
only be carried out after rupture of the membranes. Hysterec- 
tomy is only a last resort when all other haemostatic measures 
have failed. The clotting mechanism must be restored before 
surgery is undertaken. 


My thanks for permission to publish the cases described in 
this paper go to the late Dr. J. Allan, Medical Superintendent, 
Baragwanath Hospital, to Dr. D. W. P. Lavery, Senior Obstetri- 
cian, in whose unit they were delivered, to the resident medical 
staff, who conducted all the labours, and to Dr. R. J. S. Metz 
for the laboratory investigations, | should also like to thank 
Prof. E. D. Crichton for his helpful criticism in the preparation 
of this paper. 
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THE STIFF-MAN SYNDROME 


Ian A. D. Boucuter, M.B., Cx.B., (CAPE Town), Registrar, Department of Medicine, Groote Schuur Hospital and New 
Somerset Hospital, Cape Town 


In 1956 Moersch and Woltman! first recorded a state of 
‘progressive fluctuating rigidity and spasm’, for which they 
coined the term ‘stiff-man syndrome’, signifying that the 
aetiology and pathogenesis of the condition were unknown. 
At the time of writing only 16 cases have been described. 
It is suggested that the case under consideration falls into 


this syndrome, although there are a number of features at 
variance with the published cases. 


CASE REPORT 


G.H., a Coloured male aged 24 years, was involved in a motor- 
car accident on 7 December 1957 and sustained an injury to the 
right leg. There was no head injury or loss of consciousness. 
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He was taken to the New Somerset Hospital, Cape Town, where 
the diagnosis of a compound fracture of the right tibia and fibula 
was made. After the administration of 1,500 i.u. of tetanus anti- 
toxin, and intramuscular penicillin and streptomycin, the patient 
was taken to the theatre and an open reduction was performed 
under general anaesthesia. He remained in the ward until 12 
March 1958 when he was discharged. During that time his leg 
was in plaster-of-paris, he felt well, and for the latter part of his 
stay he was able to use crutches. He then attended as an out- 
patient and had no complaints. 

On 18 April 1958 the patient was readmitted to the surgical 
ward for a change of plaster and under general anaesthesia the 
wound was inspected and found to be satisfactory, and the plaster- 
of-paris was reapplied. He was discharged on 24 April. On the 
day of discharge he became aware of a dull ache in the mid- 
thoracic region of the spine. The pain was persistent, but did 
not radiate and had no specific aggravating or relieving factors. 
Analgesics were of no help and the patient had difficulty in sleep- 
ing at night. The following day he noticed a generalized body 
stiffness, and one day later he began ‘jerking’. This initially 
involved the right leg, but over a period of 24 hours the whole 
body suffered agonizing spasms. These spasms were precipitated 
by movement or a sudden jerk, although they would also occur 
spontaneously while he was lying still in bed. They were un- 
affected by any form of sedation. There were no spasms during 
sleep. After 10 days the patient observed for the first time that 
his jaw felt stiff; he had difficulty in opening his jaw, and chewing 
food and swallowing required considerable effort. At this stage 
he was seen at another hospital by a neurologist, who agreed that 
trismus was present, but felt that the whole state was unlike 
tetanus and made a diagnosis of hysteria. The patient was given 
‘flexin’ largactil, phenobarbitone sodium, and phenergan—all 
with no immediate effect. Nevertheless, after 3} weeks the spasms 
lessened in severity and soon ceased completely. 

He enjoyed perfect health for the next 2 months, attending 
the out-patient department at the New Somerset Hospital for 
periodic changes of the plaster, and eventually he was able to 
use a weight-bearing plaster. During this period he had no back- 
ache, no rigidity and no spasms. 

On 25 July 1958 the plaster-of-paris was again changed, no 
anaesthetic being administered. Seven days later the backache 
recurred. Although the character of the pain was identical with 
that experienced initially, the site had altered; he felt pain maxim- 
ally in the lumbar region. The following day he became ‘stiff 
all over’, and one day later generalized spasms started. These 
were again unbearably painful and persisted unchanged until 
the time of readmission to the New Somerset Hospital on 14 
August 1958 after 10 days of spasms followed by 2 days of trismus. 
He was unable to swallow because he felt that this induced a 
spasm. During the 2 days before admission he also had difficulty 
in breathing. He described this as ‘not being able to get air into 
my lungs—everything feels tight and the harder I breathe the 
less air | seem to have’. As the depth of respiration increased 
everything became ‘blurred and distant’ and he passed into a 
state of unconsciousness which lasted for 10 minutes. There were 
no epileptic jerkings. On recovery of consciousness he felt no ill- 
effects. These ‘attacks’ were repeated twice on that night, and 
once again on the next night, the night before admission. For 
a few days before admission he had had a slight cough, pro- 
ductive of white sputum. His appetite was good, and the bowels 
regular, while there had been no disturbance of micturition. 
He did not complain of any paraesthesia. Further interrogation 
was uninformative. 


The past history was not significant. The patient was very 
reticent about his personal life. After passing standard 9, he had 
left school after a difference of opinion with his family. He then 
embarked upon a nursing career, but left after 3 years of training 
because he felt ‘there was no future in it’. He said that he was 
happy in his occupation as a motor-car driver. He appeared to 
have many friends and was engaged to be married. 

On examination (14 August) the patient, a young, well-nourished 
Cape Coloured man, was anxious, hyperventilating considerably, 
and a prominent feature was profuse sweating, which was general- 
ized, but most marked over the forehead and face. There was 
no rash or clubbing present. The right leg was encased in a 
below-the-knee plaster-of-paris. Three enlarged discrete, tender 
lymph glands were palpated in the right groin. He was afebrile. 
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All the peripheral pulses were palpable, and there was no evidence 
of cardiac failure. He had a mild cough productive of white 
sputum. Pulse, 110 beats per minute, regular in sinus rhythm. 
Blood pressure 120/80 mm. Hg (but during a spasm it rose to 
145/105 mm. Hg). There was no cardiomegaly, and auscultation 
did not reveal any abnormality. The respiratory system was 
normal. Abdominal examination was rendered difficult because 
of spasms, but during intervals it was possible to make a satis- 
factory assessment, and no abnormality was detected. 

The patient was fully conscious and alert. He was disgruntled 
and truculent and resented being questioned or examined, fre- 
quently remarking that he wished to go home. Every 1-2 minutes 
he experienced generalized spasms involving the jaw and face— 
a typical risus sardonicus facies resulting—and the neck, trunk 
and both upper and lower limbs. At such times he developed 
opisthotonus and the toes and feet were plantar-flexed, while 
the big toes were dorsiflexed. These spasms lasted at the most 
from 3 to 4 seconds and were intensely painful to the patient. 
During a spasm the patient was unable to talk and breathed with 
difficulty, but was able to move the eyes about. All the muscles 
of the body contracted so that they stood out prominently. The 
spasms were not all of the same intensity. 

In between spasms he was able to talk with comfort, and he 
suffered no pain. There was marked permanent rigidity of the 
neck, shoulder girdle and spinal musculature, so much so that 
passive movement of the neck was impossible. Moderate trismus 
was present. The arms and the abdomen showed some increase 
of muscle tone, but not to the same extent as the neck, while that of 
the latissimus dorsi and lower limb muscles was normal. Any 
attempt to move a limb passively or to palpate the abdomen 
induced a spasm, but during the course of the examination this 
tendency became less obvious until eventually the patient achieved 
moderate relaxation of the abdomen. There was no muscle 
tenderness. The spasms appeared to occur spontaneously, but 
were also induced by sudden movement, both voluntary and 
passive, and by any jar or loud noise. Although trismus was 
present, no difficulty in taking food or swallowing was present 
and no spasms were precipitated. 

For the rest, neurological examination was normal, motor 
power being good, reflex activity of normal degree, and sensation 
intact. The optic fundi were normal. Slight tenderness was present 
over the lower thoracic and the lumbar spines. The urine was 
normal in all respects. Haemoglobin 11 g.°%4; WBC 9,000 per 
c.mm.; ESR 6 mm. in the first hour (Westergren). A blood smear 
was normal. The blood WR was negative. All investigations 
of the serum chemistry were within normal limits: Blood urea 
44 mg.%; serum albumin 5-2 g.%; serum globulin 3-3 g.%; 
serum calcium 9-8 mg.%; serum sodium 137 mEq./litre; serum 
potassium 3-7 mEq./litre; serum chloride 102 mEq./litre; serum 
CO, 53 vol.°%%; thymol turbidity 1; zinc turbidity 12; serum v. d. 
Bergh negative; serum bilirubin 0-5 mg.%; serum inorganic 
phosphorus 3-8 mg.%. X-rays of the chest and the spine were 
normal. The patient would not allow a lumbar puncture to be 
performed. 


Course 

While in the casualty department the patient was given 10 c.c. 
of calcium gluconate intravenously with no benefit. In the ward 
‘equinal’ and phenobarbitone sodium were administered. The 
following day the patient was less anxious and more managable 
and, though the rigidity was unchanged, the impression formed 
was that the spasms were slightly less frequent. The patient had 
no spasms while asleep. During the course of the day a fever 
of 100°F developed, the sputum was noted to be purulent, and 
the patient was given parenteral penicillin (2 million units per 
day) and streptomycin (1 g. per day). 

At | a.m. on 17 August he complained of difficulty in breathing 
and was observed to be hyperventilating. The spasms appeared 
to be slightly more marked in severity, but not in duration. Soon 
loss of consciousness followed, lasting for 15 minutes, during 
which time the patient was pale, breathing deeply, with dilated 
pupils. Muscle tone was completely flaccid and he had no spasms. 
Recovery occurred fairly rapidly—the patient sat up and asked 
for water, the whole episode lasting about half an hour. During 
the remainder of the day his condition was unaltered, but in the 
early hours (2.45 a.m.) of 18 August 1958 the tightness in the 
chest, hyperventilation and loss of consciousness were repeated. 
However, this time the patient failed to recover: he remained 
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pale, flaccid and breathing deeply and after about 5 minutes his 
heart stopped beating. 

Post-mortem Examination (Dr. N. Woolf) did not reveal the 
cause of death. Both the macroscopic and microscopic examina- 
tion of the organs showed no abnormality. In particular the 
histology of the brain and muscles was normal, the latter only 
showing slight granular degeneration and atrophy in parts. 


DISCUSSION 


As described by Moersch and Woltman,' the stiff-man 
syndrome consists of a relentlessly progressive stiffness of 
the muscles. While the trunk muscles are usually affected 
initially, stiffness may commence in the neck or limbs. 
Eventually all muscles are involved, the face, hands and 
feet being minimally affected. Superimposed on the affected 
groups there are severe and painful spasms. The muscular 
rigidity and spasms fluctuate in intensity, but over a period 
of years become progressively more severe. The duration of 
symptoms varies from 6 to 15 years. The case described by 
Asher suffered with rigidity and spasms for 15 years before 
succumbing.* The affected muscles are in a state of permanent 
and excessive contraction, which is painless. Spasms are an 
exacerbation of this state but are excessively painful.* A 
spasm may occur spontaneously or be precipitated by a 
sudden jar or movement. Moersch and Woltman note that 
the degree of stiffness varies from time to time and mention 
that two patients stated that if they moved gradually and 
slowly the muscular tightness would wear off for brief periods. 
During sleep and under thiopentone anaesthesia the affected 
muscles appear normal.’ Both Asher® and Price and Allott® 
comment on the excessive sweating, and Asher’s patient 
also had bouts of hyperpnoea. Of further interest is the 
relationship that both Price and Allott’s case and this patient 
show to orthopaedic procedures. 

Apart from rigidity and spasms, clinical examination is 
unrevealing, and side-room and laboratory investigations, 
including electromyography, have all been normal, with 
two exceptions, viz: (a) 4 of Moersch and Woltman’s cases 
and Asher’s case showed a trace of glucose in the urine, 
and (+) Price and Allott demonstrated an abnormality of 
phosphorus metabolism—when active carbohydrate meta- 
bolism took place the level of inorganic phosphate rose 
(normally it should fall). The significance of these findings 
is still obscure. The aetiology of the syndrome is unknown, 
but suggestions have been made that it is a form of myopathy? 
or a progressive metabolic disorder.* Only one other necropsy 
report is available, and the muscle changes found were non- 
specific, so that there is as yet no sound basis for relating 
this syndrome to the group of myopathic diseases. 

The case here reported differs from the stiff-man syndrome 
as hitherto described in a number of ways, viz: (a) the short 
course of the illness, (b) the presence of trismus, and (c) the 
fact that muscles which were not actually stiffened or rigid 
were also involved in the spasm. Naturally the question of 
tetanus arises. There are a number of difficulties in enter- 
taining this diagnosis. The man was given tetanus antitoxin 
at the time of the injury and in a recent series it has been 
shown that the incidence of fatal tetanus after prohylaxis 
is very low. Secondly, this man was having generalized 
painful spasms at a time when there was no generalized 
muscular rigidity. Then again, only after 10 days of spasms 
did he develop trismus. Cases of tetanus invariably start 
with stiffness of the jaw before the rigidity and spasms 
develop.’ His mode of death too, was unlike that of the 
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usual fatal tetanus, in which the patient frequently shows 
terminal mental clouding, and dies either from pneumonia, 
asphyxia, or hyperpyrexia. Both recurrent and relapsed 
tetanus are very rare conditions.*: ” 

Strychnine poisoning was considered, but in this condition 
there is complete relaxation between spasms, no trismus is 
present, and the distal parts of the extremities are involved 
to a greater degree.*: * Hysteria was one of the diagnoses 
made in this case, and many of the patients suffering from 
this syndrome have been labelled as ‘functional’. While the 
condition is clearly not fundamentally a psychiatric one, 
there may well be a hysterical overlay in many of the patients, 
Dystonia musculorum deformans and tetany were also 
considered, but readily excluded; the former because the 
spasms were not associated with torsion movements, the 
latter because no increase in excitablity of the myoneurone 
was demonstrated by the usual tests, and at no time did he 
show la main d’accoucheur. 


Every report of this syndrome stresses the uniform failure 
of all varieties of medication to arrest the course of the 
disease or to relieve the rigidity and spasms—phenobarbitone, 
chlorpromazine, morphine, pethidine, methenesin and many 
other drugs have been tried unsuccessfully. The cause of 
death in this patient is still obscure; as witnessed and from 
post-mortem evidence he did not die from asphyxia. There 
were no abnormal findings at autopsy and the muscles were 
normal. Possible causes of death include exhaustion, and 
fatal carotid-sinus syncope following upon compression of the 
sinus during a spasm. 


SUMMARY 


A fatal case of fluctuating muscle rigidity and spasms is 
reported. It is suggested that the case is to be included in 
the ‘stiff-man syndrome’, which is a condition of fluctuating 
progressive stiffness of all the muscles, with superimposed 
painful muscular spasms and with profuse sweating as an 
added feature. 

There are, however, differences from the syndrome as 
described, the essential ones being the presence of trismus, 
and the accelerated course followed in this case. This patient 
died 4 months after the recorded date of onset; the average 
duration of symptoms in this syndrome as described is 9 
years. 


Tetanus, both recurrent and relapsing, has been discussed, 
and the reasons for not considering this as the diagnosis are 
stated. 


The aetiology of this syndrome is completely unknown, 
and it is refractive to all forms of therapy. Post-mortem 
studies failed to reveal either the basis of the disordered 
muscle function or the cause of death. 


My thanks are extended to Dr. A. Landau, under whose care 
the patient was, and to Dr. G. J. Joubert, the Medical Superin- 
tendent of the New Somerset Hospital, for permission to publish 
this case; also to Dr. N. Woolf who performed the autopsy. 
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CHEST PAIN IN THE DIAGNOSIS OF GASTRIC ULCER 
A. SHEDROW, M.D., M.R.C.S., L.R.C.P., Johannesburg 


In previous communications’: * I drew attention to a syndrome 
for the early diagnosis of gastric ulcers situated high on the 
lesser Curvature, viz. pain in the chest, often without gastric 
symptoms. These ulcers commonly remain clinically silent 
for a considerable period, until a dramatic incident such as 
haematemesis intervenes, or signs of malignant degeneration 
of the ulcer appear. Buch* recently published 4 cases of 
gastric ulcers of the lesser curvature diagnosed on this 
syndrome. 


I have since seen further cases presenting the same syn- 
drome, and in this communication I report 3 cases selected 
because they present certain additional clinical features and 
radiological patterns. These 3 cases resemble each other in 
that (1) the chest syndrome was overlooked and (2) the 
radiological picture was that of a gastric ulcer associated 
with an extensive area involved, suggesting a possible neo- 
plasm. In one case there was evidence of coronary disease 
in addition to the gastric lesion. 


Case | 


A man aged 37 who consulted me in May 1958 complained of 
high chest pain for 2} years, mostly on the left side, sometimes 
across the chest. The pain was never acute, but consisted of dis- 
comfort and a dull ache. He had no epigastric pain, dyspepsia or 
other gastric symptoms. The pain was unrelated to food intake. He 
was very listless, highly strung and unable to concentrate. He 
consulted a doctor who, attributing the chest pain to excess of 
abdominal fat, put him on a reducing diet, but he felt worse and 
the pain did not disappear. On clinical grounds I diagnosed the 
= gastric ulcer of the lesser curvature and advised a barium- 
meal test. 


The X-ray examination (Fig. 1) showed a marked irregularity 
of the lesser curvature beneath the cardio-oesophageal junction. 
The appearances were of a gastric ulcer associated with either 
neoplasm or granulomatous process. The patient was put on 
treatment for gastric ulcer and soon the chest pain diminished 
and his general condition improved. Another X-ray taken 25 
days later (Fig. 2) showed a diminution of the irregularity of the 
lesser curvature. The treatment was continued and 6 weeks later 
an X-ray (Fig. 3) showed almost complete disappearance of the 
defect on the lesser curvature, as well as the ulcer crater. 


This case is interesting because the pain in the chest continued 
for 24 years and its significance was completely overlooked. 
Notwithstanding the radiological finding of a gastric ulcer possibly 
associated with a neoplasm, the lesion turned out be be a benign 
gastric ulcer only. 


Case 2 


In December 1957 Mr. J. E. Ellison was called upon to operate 
in an emergency for a massive haematemesis in a man aged 61, 
who 18 months previously presented the symptom of pain in the 
chest, the import of which was overlooked, and in whom it was 
only a few months before the operation that a gastric ulcer of the 
lesser curvature was discovered. At operation a carcinoma was 
found, involving a large part of the stomach as well as the site 
of the gastric ulcer of the lesser curvature. Gastrectomy was 
performed, and the patient now feels relatively well. 

Here again the chest pain, which persisted for 18 months, was 
overlooked and only properly assessed much later. Had a diag- 
nosis of gastric ulcer been made at the time of onset of the chest 
pain, the patient would probably have been completely cured, 
and the present serious situation avoided. 


Case 3 


A man, 63 years old, a patient of Dr. B. van Lingen, had com- 
plained for some time of pain in the left side of the chest. When 
he coughed he occasionally had pain in the upper part of the 
abdomen. He was suffering from diabetes and taking tolbutamide. 
In spite of circulatory troubles in the legs he could walk, but 
when he climbed hills he used to get pain in the calves. He de- 
scribed his chest pain as a pressure and an ache. The pain had 
remained similar in character since its initial onset. It might 
last 10-15 minutes, and then might disappear for a period of 30 
minutes up to a day or two. Walking never used to precipitate 
pain, and even when it was present it was not aggravated by 
exertion. His appetite was fair and there was no indigestion or 
any other gastro-intestinal symptoms. He had lost weight in the 
past few weeks. He showed no distress. The pulse was normal 
and the blood pressure 155/80 mm. Hg. There was no abnormal 
precordial pulsation. A soft systolic murmur could be heard 
at the aortic area. Abdominal examination was negative, except 
for some tenderness over the duodenal cap or possibly the gall- 
bladder. The ECG, at rest, showed depression of the ST segment 
over the left chest leads. A mild effort exaggerated this depression. 

The diagnosis in this case was diffuse arterial damage, with 
some coronary disease. According to Dr. van Lingen, the chest 


Fig. 1. Case 1, 16 May 1958. Fig. 


2. Case 1, 11 June 1958. 


Fig. 3. Case 1, 26 July 1958. 
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Fig. 4. Case 3, 16 June 1958. 


pain was not associated with his heart condition. The only feature 
which might have suggested that this pain was of cardiac origin 
was the fact that it sometimes appeared soon after meals. On 
the other hand, exertion did not produce or aggravate the pain. 
A gastric condition was therefore suspected and a bariumm-meal 
test was performed. 

The barium-meal X-ray examination gave the following results 
(Figs. 4, 5 and 6): (1) The erect oblique view of the stomach 
demonstrated a translucent defect in the upper lesser-curvature 
aspect of the stomach; serial views of this aspect revealed the 
presence of a space-occupying lesion with associated ulceration; 
and air inflation of the fundus of the stomach demonstrated a 
space-occupying lesion. (2) Serial views of the duodenum showed 
evidence of an active duodenal ulcer on the posterior wall. The 
lesion on the upper lesser-curvature aspect was considered to be 
either a neoplasm with associated ulceration or a benign ulcer 
associated with a granulomatous process. Laparotomy was 
advised and the patient went to London, where he was operated 
on by Mr. Tanner, who found a large ulcerated mass on the 
lesser curvature of the stomach. The neoplasm was removed 
and on microscopic examination was found to be a leiomyo- 
sarcoma. There were no metastases. 

This case is interesting because chest pain was found in a patient 
with a well-established cardiac condition. The chest pain had 
probably been diagnosed as anginal in character. The pain was 
neither produced nor aggravated by exertion and there were no 
gastro-intestinal symptoms except for some tenderness over the 
duodenal cap or the gall-bladder. If the diagnosis had been 
made sooner, when the chest pain first appeared, the outlook 
might have been more favourable. Fortunately in the absence of 
metastases the prognosis is favourable. 


Chest pain in coronary disease is a common symptom, but 
it does not follow that every chest pain in a patient with coronary 
disease is of cardiac origin. This case is a reminder that a gastric 
ulcer may be present a.ongside coronary disease and may cause 
chest pain. 


SUMMARY AND CONCLUSIONS 


1. In my previous communications! * I reported the syn- 
drome of chest pain, not necessarily accompanied by gastric 
symptoms, as an indication of gastric ulcers situated high on 
the lesser curvature. These ulcers remain silent for a con- 
siderable period and are prone to become malignant. Chest 
pain that cannot be otherwise explained after a detailed 
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Fig. 5. Case 3, close view, 16 June 1958. 
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Fig. 6. Case 3, after insufflation, 16 June 1958. 


investigation should raise a suspicion of gastric ulcer of the 
lesser curvature; and if X-ray examinations remain negative 
after repeated barium meals, exploration laparotomy is 
indicated. 


2. Three cases of gastric ulcer are now presented, in two 
of which X-ray examination showed lesions suggesting 
neoplasm or granulomatous process and one was associated 
with coronary disease. Attention is drawn to the significance 
of chest pain caused by gastric ulcer in the presence of 
coronary disease. 


I wish to thank Dr. B. van Lingen and Mr. J. E. Ellison for 
permission to publish their cases and Dr. Michael Denny for the 
X-ray reproductions. 


ADDENDUM 


Since this article was written the following case of Mr. W. Kark’s 
has come to my notice: 


A man aged 26 years complained of high chest pain on the 
left side below the clavicle and pain in the back below the left 
scapula. He had no gastro-intestinal symptoms. The diagnosis 
of intercostal neuralgia was made and the patient received local 
injections of hydrocortisone, but the chest pain did not subside. 
It was later suggested that the pain might be due to angina pectoris, 
and he was then treated for that condition; at the time no ECG 
was taken. Shortly afterwards the patient developed intense 
pain, his condition suggesting a perforation episode. An emergency 
operation was performed, revealing a perforated gastric ulcer 
— a high on the lesser curvature. The patient is now doing 
well. 

This case presented the characteristic syndrome of pain in 
the chest without gastro-intestinal symptoms. Nevertheless the 
significance of the syndrome was overlooked and other diagnoses 
were made, until the dramatic episode of gastric perforation 
intervened. Had the syndrome been properly assessed at the time, 
all the later complications might have been avoided. It is possible 
that the administration of hydrocortisone provoked the perfora- 
tion of the gastric ulcer. 


REFERENCES 
1. Shedrow, A. (1957): S. Afr. Med. J., 31, 802. 
2. Idem (1958): Ibid., 32, 168. 
3. Buch, J. (1958): Med. Proc., 4, 349. 


14 Feb 


Warning 
issued t 
followin; 
to the « 
increasin 
duction. 
came in 
annually 
cology, 
together 
half the 
In rel 
has so f 
that by 
had occ 
shown 1 
expectec 
the futur 
and are 
time, he 
than tha 
ous goc 
venting 
precauti 
now oc 
prescrib 
* Press 


CLIN 
NAF 


Bephen 
ethylen 
Ceylon 


success’ 
ably in 


woning 
Dr. 
has co 
519 M 
Room: 


South | 
bers a 
of the 
articles 
appear 
of the 

Suid 
Lede 
kwarta 
b 
gewoo 
belang 


Mr. L 
from 


| 
Beph 
salt. A 
Dr. H. 
het beg 
519, P 
| 


y 1959 


of the 
egative 
ymy is 


in two 
gesting 
ciated 
ficance 
nce of 


son for 
for the 


ain in 
the 
gnoses 
yration 
e time, 
ossible 
erfora- 


14 Februarie 1959 


S.A. TYDSKRIF VIR GENEESKUNDE 


145 


WORLD HEALTH ORGANIZATION * 


ADVERSE REACTIONS TO PENICILLIN 


Warnings against indiscriminate use of penicillin have been 
issued by experts of the World Health Organization (WHO) 
following a comprehensive study of reports on adverse reactions 
to the drug.t The number of these reports has been steadily 
increasing in step with the fabulous expansion in penicillin pro- 
duction. From a modest 29 pounds in 1943, when the drug first 
came into use, world production has now grown to 750 tons 
annually. This growth, unprecedented in the history of pharma- 
cology, is further iilustrated by the fact that today penicillin, 
together with the many other less common antibiotics, represents 
half the value of the world’s total pharmaceutical production. 

In relation to this, the number of toxic and allergic reactions 
has so far been exceedingly small. It is, nevertheless, estimated 
that by 1957 about 1,000 fatal reactions to penicillin treatment 
had occurred in the USA alone, and studies in Denmark have 
shown that 3 fatal reactions per 10 million injections can be 
expected. Reactions may, however, become more frequent in 
the future since an increasing number of people are using penicillin, 
and are being gradually sensitized to this antibiotic. At the present 
time, however, the risk involved in using penicillin is not greater 
than that involved in the use of many other drugs, and the tremend- 
ous good which penicillin is doing in curing diseases and pre- 
venting death should not be overlooked. Furthermore, simple 
precautions may prevent some of the serious consequences which 
now occur. First of all, penicillin should not be used unless 
prescribed by a physician. In this connection the WHO experts 


* Press release issued by the Regional Office for Africa, WHO. 


PHARMACEUTICAL NEWS 


CLINICAL TRIALS WITH BEPHENIUM HYDROXY- 
NAPHTHOATE AGAINST HOOKWORM IN CEYLON 


AN ARSTRACT * 


Bephenium, a new anthelmintic, was compared with tetrachlor- 
— in the treatment of 284 cases of hookworm infection in 
eylon. 

Bephenium hydroxynaphthoate was selected as the most suitable 
salt. A single dose of 2 or 3 g. of base, or multiple doses given on 
successive days or three times on the same day, compared favour- 
ably in effectiveness with tetrachlorethyiene. No toxic side- 


PASSING EVENTS : 


Dr. H. Hamersma, M.B., Ch.B. (Pretoria), M.D. (Amsterdam) 
het begin praktiseer as keel-, neus- en oorarts te Mediese Sentrum 
519, Pretoriusstraat, Pretoria. Telefone: Spreekkamer 3-3444, 
woning 78-5817. 

Dr. H. Hamersma, M.B., Ch.B. (Pretoria), M.D. (Amsterdam) 
has commenced practice as an ear, nose and throat surgeon at 
519 Medical Centre, Pretorius Street, Pretoria. Telephones: 
Rooms 3-3444, residence 78-5817. 

* * 
South African Journal of Laboratory and Clinical Medicine. Mem- 
bers are reminded that subscriptions to the quarterly Journal 
of the Association are £1 5s. per annum. This Journal comprises 
articles of a scientific and technical nature which do not usually 
appear in the weekly Journal, but are of interest to all members 
of the medical profession. 

Suid-Afrikaanse Tydskrif vir Laboratorium- en Kliniekwerk. 
Lede word daaraan herinner dat die inskrywingsgelde vir die 
kwartaalblad van die Vereniging £1 5s. per jaar is. Hierdie Tyd- 
ski:f bevat artikels van ’n wetenskaplike en tegniese aard wat nie 
gewoonlik in die weeklikse Tydskrif verskyn nie, maar wat van 
belang vir alle lede van - mediese professie is. 

* 
Mr. Len Stein, F.R.C. .. (Edin.) has moved his consulting rooms 
from Lister Buildings to 202 Osler Chambers, cor. Jeppe and 


point out that severe penicillin reactions occur after repeated 
exposure to the drug, and that many cases of severe reactions 
can be attributed to previous unnecessary use of antibiotics. 
Secondly, penicillin should not be used against minor infections 
such as the common cold, for which it is ineffective, or not more 
effective than other drugs and, thirdly, self-medication with 
antibiotics is dangerous and should be avoided. The addition 
of penicillin to toothpaste, chewing gum, etc. is ‘indefensible’. 
Penicillin ointments should also be avoided. 

According to the study, patients with a personal or family 
history of allergy are most likely to develop severe adverse penicillin 
reactions. In general, reactions are most common in adults 
between 20 and 49 years of age; they are rare in children under 12, 
and the frequency decreases rapidly after the age of 50. Another 
reason for restricting the use of penicillin is the development of 
resistance to antibiotics by staphylococci. These are amongst 
the most common microorganisms and are found in the noses 
and throats of many healthy persons. They cause boils, sore 
throats and even pneumonia in weak and sometimes in healthy 
people. Most strains of staphylococci were susceptible to penicillin 
when the drug first came into use, but hardy and more resistant 
strains emerged and have become a menace in hospitals where 
pd sometimes cause deadly epidemics among children and 
infants. 

In conclusion, the WHO study emphasizes the fact that penicillin 
still holds the field as ‘the queen of drugs’ despite the adverse 
effects it may sometimes produce. 


1. = age O., Willcox, R. R. and Guthe, T. (1958): Bull. Wid Hith Org., 19, 
io. 3. 


: FARMASEUTIESE NUUS 


effects were observed when large doses of bephenium were given 

Bephenium hydroxynaphthoate was particularly suitable for 
the treatment of patients with advanced anaemia, diarrhoea, and 
heavy hookworm infections because of its low toxicity and because 
no purge was necessary. Bephenium hydroxynaphthoate was 
also effective against roundworm, which was present as a con- 
current infection in 85 of the patients treated with this drug. 
Tetrachlorethylene was ineffective against roundworm in 16 
patients treated. 


* Goodwin, L. G. et a/. (1958): Brit. Med. J., 2. 1575. 


IN DIE VERBYGAAN 


Delvers Streets, Johannesburg. Telephone numbers remain the 
same: Rooms 23-7803, residence 41-2231, emergency 22-4191. 
These numbers are not listed in the current Telephone Directory. 

Dr. Len Stein, F.R.C.S. (Edin.) het sy spreekkamer van Lister- 
Gebou na Osler-Kamers 202, hoek van Jeppe- en Delversstraat, 
Johannesburg, verskuif. Telefoonnommers bly onveranderd: 
Spreekkamer 23-7803, woning 41-2231, noodoproepe 22-4191. 
Hierdie nommers word nie gemeld in die Telefoongids wat nou 
in omloop is nie. 

* * * 
Workmen’s Compensation Act. With further reference to the 
notice published in this column in the issue of the Journal of 
3 January 1959 (33, 18), the City Council of Cape Town have 
now informed us that the relevant medical forms, i.e. the First 
Medical (Form W.C1.4) and the Final/Progress Medical Reports 
(Form W.CI.5) and such other medical reports as may be deemed 
necessary, must be forwarded to them in duplicate. 
* * * 

Dr. Louis Franklin Freed, M.A. (Univ. S.A.), D.Phil. b ewy 
M.B., Ch.B. (Univ. St. And.), M.D., D.P.M., D.P.H., D.T.M. & H 
(Rand), F.R.S.S.Af., of Johannesburg, has been awarded the 
degree of D.Phil. of the Faculty of Social Science, University 
of the Orange Free State, Bloemfontein, for his dissertation 
entitled ‘The problem of crime in the Union of South Africa: 
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An integralistic approach’. This work, which will be published 

during 1959, has been dedicated, with permission, to the Hon. 

yrs Justice H. A. Fagan, Chief Justice of the Union of South 
rica. 


A Brave Deed. The daily press reports the action of Dr. A. A. 
Zabow, of Maitland, Cape, who on 8 February 1959 dived into 
the sea at Cape Town Docks and saved the life of a drowning 
man, Mr. B. Field, of Green Point. At about 6.30 a.m. Mr. 
Field collapsed and fell 20 feet into the sea. Dr. Zabow, who 
was fishing at ‘A’ berth, pulled off his jacket and shoes, threw 
a lifebelt into the water, and jumped in after him. With the aid 


S.A. MEDICAL JOURNAL 


14 February 1959 


of the lifebelt he kept the head of the unconscious man above 
water for 15 minutes by gripping his hair. A railway police copn- 
stable, Mr. D. W. Marais, then helped by climbing down a ladder 
and grabbing Mr. Field’s collar. By this time Dr. Zabow was 
suffering severely from cold and exhaustion, when a mooring 
craft came alongside and the two men were taken on board out 
of the water. They were later transferred to a police launch and 
Mr. Field, still unconscious, was taken to Woodstock Hospital, 
His condition that night was described as satisfactory. We ascer- 
tained next morning that Dr. Zabow appeared to be suffering no 
ill effects. Dr. Zabow is a member of the Cape Western Branch 
Council and the Federal Council of the Association. 


NEW PREPARATIONS AND APPLIANCES : NUWE PREPARATE EN TOESTELLE 


PARAFLEX 


Westdene Products (Pty.) Ltd. introduce Paraflex, McNeil’s new 
oral drug for relaxation of skeletal muscle spasm, and supply 
the following information: 

Paraflex was developed by McNeil Laboratories in a 5-year 
research programme and bears the chemical description 5-chloro- 
benzoxazolinone and the generic name chlorzoxazone. In 2 years 
of clinical investigation, it has been found that a relatively small 
dose of Paraflex relieves muscle spasm for 6 hours in a list of 35 
disorders of arthritic, rheumatic, traumatic and orthopaedic 
nature, making it possible to maintain therapy on 3 doses per 
day, each dose being | or 2 tablets. Side-effects are rare and mild. 
In one study of 148 patients not one had to discontinue therapy 
because of side-effects. 

Acting on the spinal cord, Paraflex, like Flexin, selectively 
depresses the multisynaptic reflex arcs which maintain painful 
muscle spasm. Paraflex is particularly effective in sprains, bursitis, 
cervical-root syndrome, contusions, fibrositis, injuries to liga- 
ments, lumbago, osteoarthritis, torticollis; strains and tenosyn- 
ivitis. Paraflex is not itself a curative agent in these conditions 
and its sole function is to relax painful muscle spasm and make 
possible more effective management by the doctor. 

Paraflex is available in bottles of 25 tablets and the suggested 
dosage is 1 or 2 tablets 3 or 4 times a day. Further details may be 
obtained from the sole South African distributors, Westdene 
Products (Pty.) Ltd., P.O. Box 7710, Johannesburg. 


VALLERGAN 


Maybaker (S.A.) (Pty.) Ltd., announce the introduction of *Valler- 
gan’ brand trimeprazine tartrate, and supply the following in- 
formation: Trimeprazine is a phenothiazine derivative pharma- 
cologically intermediate between promethazine and chlorproma- 
zine. Its antihistamine action is greater than that of promethazine, 
but its actions on the central nervous system resemble those of 


BOOK REVIEWS 


PAEDIATRICS 


Neo-natal Paediatrics. Edited by W. R. F. Collis, M.D., F.R.C.P., 
F.R.C.P.1., D.P.H. Pp. xiii+301. 35 Figures. 30s. net. Lon- 
don: William Heinemann—Medical Books—Ltd. 1958. 


There has been a great need for a good book on this subject. 
Dr. Collis, world renowned paediatrician and author, has relied 
upon 27 contributors, largely Dublin paediatricians, to fulfil 
this need. 

Much of what is written is well said and obviously the result 
of many years of observation and experience. The chapters on 
renal function, the baby of the diabetic mother, and the ear, 
nose and throat are particularly good. All through, the student 
and practitioner will find excellent practical points being stressed. 

On the other hand, many paediatricians will disagree with 
rigid, punctual, 3-hourly feeds for babies under 8 Ib., that thyroid 
for premature infants is beneficial and that the serum bilirubin 
in the full-term infant is normally 0-8 mg.°%. A separate chapter 
on emergencies in the neonatal period is recommended and 
possibly another on procedures because scalp vein infusions are 
not even mentioned. 


chlorpromazine. It has a stronger spasmolytic action but a weaker 
anti-adrenaline action than chlorpromazine. 

Vallergan is indicated in the relief of pruritus in various derma- 
tological conditions such as atopic dermatitis, neurodermatitis, 
chronic urticaria and infantile eczema. Trimeprazine has also 
been found to be a useful oral pre-anaesthetic medication for 
children. After premedication with trimeprazine, children arrive 
at the anaesthetic room free from apprehension, and induction 
is facilitated. After the anaesthetic they recover quickly with a 
minimum of restlessness and vomiting. 

Vallergan is available as dark blue, sugar-coated tablets of 
10 mg., and as a syrup containing 2 mg. per c.c. An increased 
strength of trimeprazine tartrate syrup containing 6 mg. per c.c., 
intended particularly for pre-anaesthetic medication for children, 
is available as Vallergan Forte. 


ILOSONE™ 


Eli Lilly International Corporation, announce the introduction 
of Hlosone and supply the following information: 


New Ilosone assures a more decisive response in most common 
bacterial infections. Its spectrum encompasses both gram-positive 
and many gram-negative organisms (with the notable exception 
of the normal inhabitants of the gastro-intestinal tract) as well 
as certain large viruses. Chemically, Ilosone is a propionyl ester 
derived from erythromycin. Clinically, however this subtle 
chemical change has endowed Ilosone with striking and decisive 
advantages. 

Dosage. The usual dosage is 250 mg. every 6 hours, but 500 mg. 
or more may be administered safely every 6 hours in treating 
more severe or deep-seated infections. For optimum effect, ad- 
minister on an empty stomach. 

Supplied as attractive red-and-ivory pulvules, of 250 mg. 
in bottles of 12 and 100 (for paediatric patients a special 125-mg. 
pulvule is available). 


BOEKRESENSIES 


Unfortunately, there are a large number of unnecessary spelling 
and printing errors (e.g. the tables on water and electrolyte meta- 
bolism), which lead to the untrue statement on page 249, that 
‘Kernicterus is a complication of haemorrhagic disease of the 
new born’. 

Despite these criticisms this book will be helpful to midwives, 
medical students, general practitioners, obstetricians and paedia- 
tricians. F.W. 


CHIRURGIESE HANDBOEK 


Text-book of Surgery. 2e Druk. Deur Patrick Kiely, B.Sc., 
M.D., M.Ch. (N.U.L.), F.R.C.S. (Eng.). Pp. x+1158. 605 
Illustrasies. 63s. Londen: H. K. Lewis & Kie. Bpk. 1958. 


Hierdie is *n baie volledige naslaanboek vir die mediese student 
in sy finale jaar, sowel as vir vroeé nagraadse studie. Die eerste 
9 hoofstukke van die boek—die algemene deel—handel oor 
inflammasie, wonde, bloeding, oorlogswonde, ulserasie, gangreen 
en chirurgiese infeksies, Ek voel egter dat dit nie die manier is 
waarop hierdie kennis aan mediese studente behoort gebring 
te word nie, omdat dit ’n blote samestelling van feite is. 
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Sekere van die hoofstukke bv. die dele oor perifére senuwees 
en die senustelsel, ortopedie, nek, tiroid, paratiroid, oor, neus, 
keel en urologie, is skitterend, terwyl die dele wat handel oor 
die rektum en anus, oesofagus, en nog meer ander hoofstukke, 
nie so goed is nie. Veral kongenitale abnormaliteite en pedia- 
triese gedeeltes is baie afgeskeep. 

Die hoofstuk oor bloedvate is, soos dit die geval is met alle 
nandboeke, °n paar jaar agter by die heel nuwere ontwikkelings, 
alhoewel daar moet toegegee word dat vaatchirurgie baie vinnig 

gevorder het gedurende die afgelope paar jare. Nog ’n deel wat 
is dat ’n student dit moeilik sal verstaan is die doel 
oor die retikuloses. Hier is ons konsepte baie meer duidelik 
yvandag en behoort ’n meer verstaanbare klassifikasie gebruik 
te word. Onnodige repetiese kom voor in die deel oor tumore 
en kiste. Hierdie deel kan net sowel onder die verskillende stelsels 
bespreck gewees het. 

Afgesien van hierdie paar kritiese opmerkings is dit ’n naslaan- 
boek vir die student in sy finale jaar wat kan meeding met die 
beste wat ek gesien het. Die inhoud is kort gestel, — im 


ANATOMIE EN FISIOLOGIE VAN DIE NEUS 


The Comparative Anatomy and Physiology of the Nose and 
Paranasal Sinuses. Deur Sir Victor Negus, Hon. D.Sc., M.S., 

F.R.C.S. (Eng.), Hon. F.R.C.S. (Edin.), Hon. F.R.C.S. (lerland). 
Pp. xv+402. 178 Afbeeldings. 70s. + 3s. Posgeld Oorsee. 
Edinburgh en Londen: E. & S. Livingstone Bpk. 1958. 


Hierdie boek is ’n omvattende werk wat die uitvloeisel is van 
intensiewe navorsing wat oor baie jare strek. 

In 'n poging om die ingewikkelde struktuur van die menslike 
neus en die paranasale sinusse te verstaan en te verduidelik, en 
om die struktuur met funksie te korreleer, het die skrywer ’n 
ondersoek gedoen na die vergelykende anatomie van die neuse 
yan visse, amfibieé, reptiele, sekere diere en die mens. Die ver- 
gelykende fisiologie word bygehaal om stap vir stap aan te toon 
hoe die makroskopiese en die mikroskopiese bou Of verander 
het om aan te pas by veranderde funksionele behoeftes of redelik 
konstant gebly het waar die behoeftes onveranderd gebly het. 

Die laaste twee hoofstukke word gewy aan die menslike neus 
en paranasale sinusse en is eintlik ’n terugblik op die lang pad 
van ontwikkeling. 

Die boek lees maklik en is duidelik geillustreer. Dit is van 
belangvirdie anatoom, die fisioloog en die oor-, neus- en keelarts. 
Dit kan ook met die grootste vrymoedigheid aanbeveel word as 
interessante leesstof vir die medikus wat belangstel in die diere- 
wereld om ons. 

J.F.v.E.K. 


PHARMACOLOGICAL PRINCIPLES OF MEDICAL 
PRACTICE 


The Pharmacological Principles of Medical Practice, 4th Edition. 
A Text-book on Pharmacology and Therapeutics for Medical 
Students, Physicians, and the Members of the Professions 
Allied to Medicine. By John C. Krantz, Jr. and C. Jelleff Carr. 
Pp. xi+1313. Illustrations. 112s. London: Bailliére, Tindall 
and Cox Ltd. 1958. 


Several major changes have been made in this edition although 
the general arrangement of the text has been retained. There are 
new chapters on pharmacologic agents in allergic diseases, uses of 
drugs in the treatment of mental illness, and the local use of 
drugs in the ear, nose and throat. Most chapters have been en- 
larged such as those dealing with epilepsy, antibiotics, hyper- 
tension, the arthritides, and diabetes. At the end of each chapter 
is a list of U.S.P. official preparations and B.P. preparations 
(now perforce altered in certain ways because of the advent of 
the B.P. 1958). Special detailed references (mainly to the American 
literature) are given, apart from numerous references to authors 
throughout the text. 

Many drugs no longer generally used are not described, but 
140 drugs are considered for the first time. All these features 
are in keeping with the best teaching practice, taking cognizance 
—_ advances and altering perspectives in a rapidly changing 


Chemical formulae, charts and figures are abundantly dis- 
tributed throughout the book, and there are also, as in previous 
editions, some portraits of men distinguished for their contribu- 
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tions to the therapeutic armamentarium. Many consultants 
(names given in the preface) have checked particular sections of 
the text. 
This edition will be as popular as its predecessors for its clear 
and detailed presentation of the principles of modern drug therapy. 
N.S. 


EYE SURGERY 


Eye Surgery. 3rd Edition (Revised). By H. B. Stallard, M.B.E., 
M.A., M.D. (Cantab.), F.R.C.S. (Eng.), Hon. LL.D. (St. 
Andrews). Pp. xiv+899. 671 Illustrations. 95s.+2s. 3d. 
Postage. Bristol: John Wright & Sons Ltd. 1958. 


The Ist edition of this work appeared at the end of the last war 
and consisted of a succint exposition of the author’s own pro- 
cedures in his execution of the common eye operations. As such 
this book was invaluable to many in acting as a guide to their 
own surgical performance. For the unusual operation or for 
the numerous variations on a common theme, the more encyclo- 
paedic Spaeth could be consulted. 

In recent years numerous text-books of operative surgery have 
appeared. Some have been devoted to one subject only, e.g. 
cataract, some have been more general such as Arruga’s. It 
speaks for its own popularity that this book has already entered 
its third edition, an edition which is double its previous size, 
which includes the latest advances and developments in drugs 
and anaesthetics as well as operative procedures and which 
contains numerous alternative procedures, e.g. Ridley’s acrylic 
lens insertion and scleral resection. It is therefore altogether 
more comprehensive in scope. Nevertheless the compactness of 
the first edition will be missed as an old friend in his old clothes 
who has moved to a fashionable new suburb in the latest and 
smartest outfit obtainable. os 


ANTISERA, TOXOIDS, VACCINES AND TUBERCULINS 


Antisera, Toxoids, Vaccines and Tuberculins in Prophylaxis and 
Treatment. 4th Edition. By H. J. Parish, M.D., F.R.C.P.E., 
D.P.H. Pp. x+256. Illustrations. 30s. net+1s. Sd. Postage 
Abroad. Edinburgh and London: Published for the Wellcome 
Foundation Ltd. by E. & S. Livingstone Ltd. 1958. 


The fact that this small book has gone into its 4th edition since 
it was first published 10 years ago, means that it has won a place 
for itself in many public and private medical libraries. It is both 
authoritative and concise and gathers together a great deal of 
information, which is not always easily come by, especially by 
the doctor, who is usually in a hurry or has an emergency on his 
hands. 

I feel that every doctor who ever handles a syringe should 
read the 3rd chapter in this book and refresh his memory about 
some of the pitfalls, which can accompany ‘just a little prick’. 
Equally important are the author’s suggestions for the prevention 
of serum reactions. 

The whole problem of tetanus is expertly handled and the 
excellent chart entitled ‘The prevention of tetanus in injured 
persons’, which originally appeared in the British Medical Journal 
(Parish, Laurent and Moynihan (1957): 1, 639 and 1063), is 
reproduced here. One feels that this chart could well be cut out, 
framed, and hung in the casualty department of every hospital. 

Diphtheria, too, is handled in a masterly way and, towards 
the end of the chapter the following sentence appears—to which 
surely both doctors and parents must whole-heartedly agree— 
‘every child should have a personal immunization card, which 
should be made out at birth and filed with the utmost care. It 
must be readily available when inoculations of all types are given, 
or when the child contracts an infectious disease. Intelligent 
parents could surely be trusted to safeguard duplicate cards...” 

The tuberculins, B.C.G. and Vole-bacillus vaccines, are fully 
and sensibly dealt with and the last section of the book gives a 
full and up-to-date account of what can be accomplished by way 
of protection against virus and rickettsial diaseaes. 

To the busy doctor, harassed by the patient who is an assiduous 
reader of popular medical literature and who demands that his 
child should be given gamma globulin etc., this book will be 
very welcome. 

N.S. 
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CORRESPONDENCE : BRIEWERUBRIEK 


CECIL JOHN ADAMS FELLOWSHIP 


To the Editor: During 1958, under the auspices of the Cecil 
John Adams Trustees, | was privileged to be able to travel ex- 
tensively in the Union, in South West Africa and in Southern 
Rhodesia in the course of a study of the nature and extent of 
the practice of anaesthesia in these areas. 

May I now, through the medium of your Journal, thank the 
many members of the medical profession who assisted me so 
unstintingly wherever and whenever they were able. They are 
too numerous to mention individually and, I regret, far too numer- 
ous for me to thank by personal letter. 

I circularized 5,000 members of the Medical Association of 
South Africa and received close on 1,000 replies to my question- 
naire, a response which I believe is better than any previous 
‘opinion poll’ of the Association or the profession. Of all these 
replies, only one was of a frivolous nature, and the value of the 
information supplied by those who replied has been immense. 
In particular | would like to thank those who replied in spite 
of the fact that the subject of the questionnaire was quite outside 
their own sphere of interests. 

A great number of practitioners intimated their desire to dis- 
cuss the subject further. I wish to apologize to those I was unable 
to visit despite very warm invitations and even tentative arrange- 
ments, and to thank most sincerely all those who extended to 
me (and often to my family as well) their hospitality when i was 
able to take advantage of their invitations. 

I hope to be able shortly to ask you to extend to me the courtesy 
of publishing the report of my study and wish in the meantime 
to acknowledge my indebtedness to those members of the pro- 
fession who have made such a report possible. 

C. S. Jones 
Department of Anaesthesia Cecil John Adams Fellow for 1958 
University of Cape Town 
2 February 1959 


ELI LILLY MEDICAL RESEARCH FELLOWSHIP (SOUTH 
AFRICA) 


To the Editor: Applications for the 1959 award of this Fellowship 
may now be submitted and must reach the undersigned not later 
than 30 June 1959. 

The detailed conditions governing the award of this Fellowship 
appear in the issue of Medical Proceedings dated 7 February 1959 
at p. 70. They may also be obtained from the undersigned. 


H. A. Shapiro, Ph.D., M.B., Ch.B., F.R.S.S.Af. 
Honorary Chairman: Selection Committee, Eli 
Lilly Medical Research Fellowship (South Africa) 
P.O. Box 1010 
Johannesburg 


27 January 1959 
~ MANAGEMENT IN CASES OF RAPE 


To the Editor: In your column ‘Questions Answered’ ,' the answer 
to the question ‘How should he (the general practitioner) view 
his medical obligations against the background of the emotional, 
moral, psychological, social, legal and racial implications and 
consequences ? ®” is, | submit, thoroughly misleading. The author 
waives the ethical and, indeed, the psychiatric aspects entirely, 
thereby appearing to recognize no other authority than the civil 
law and his own reasoning. 

Not only is criminal abortion in conflict with South African 
legislation, but the Declaration of Geneva, adopted by the General 
Assembly of the World Medical Association (and subscribed to 
by the Medical Association of South Africa), includes the follow- 
ing: *... 1 will maintain the utmost respect for human life from 
the time of conception; even under threat, I will not use my 
medical knowledge contrary to the laws of humanity.” 

‘The Christian attitude has always been determined by the 
principle that the child, though yet unborn, is a human being 
to the same degree and by the same title as its mother. As such 


it has an inalienable ow to life, a right which it receives im. 
mediately from God. The commandment “Thou shalt not kill”, 
therefore, holds good for the foetus as for all human beings.” 


Professor Anderson of Manchester recently reviewed the 
psychiatric Position in these words: ‘The humanitarian indica- 
tion . . especially in very young girls . . . that pregnancy should 
be terminated i in cases of criminal assault . . raised . . . objections. 
First, that it would be very difficult to eliminate fraud, not neces- 
sarily entirely conscious, and Maier’s recommendation that the 
doctor alone should be entrusted with the decision is unaccept- 
able. No doubt the problem might be solved by setting up a 
panel consisting of both doctors and lawyers, but the same objec- 
tions apply here as to any official body intervening in a matter 
of this kind. Secondly, it is by no means proven that pregnancy 
in very young girls has such harmful effects as Maier SUPPoses, 
Studies by Fairfield and by myself do not support his view . 

In this, her most fundamental biological function, we frequently 
underestimate her resistance to stress.”* 


Whether all this is considered practical politics or not, I think 
it is peccable, if not downright felonious, to suggest that the 
Police are not likely to be informed of an admittedly criminal 
action. For my part (I am an anaesthetist) I wish to quote section 4 
of the ‘Principles of Medical Ethics’ of the American Medical 
Association: 

‘Physicians should observe all laws, uphold the dignity and 
honour of the profession and accept its self-imposed disciplines. 
They should expose, without hesitation, illegal or unethical 
conduct of fellow members of the profession.”® 


The case in England of Rex v. Bourne (1939) merely emphasized 
that .. . ‘financial or compassionate reasons alone do not justify 
a termination."* Compassionate reasons for the procuring of an 
abortion were mentioned initially, but, when pressed, Dr. Bourne 
said that, on the contrary, he had really feared only that the 
physical health of the fourteen-year-old girl would suffer from 
continuance of the pregnancy. This naturally evoked severe 
_— especially because Dr. Bourne was acquitted as a result 
of it. 


I wish to protest strongly against the advice to omit douching 
of the genital tract in reasonably genuine cases of rape. ‘If the 
douche is strictly limited to the uterus and does not pass, partially 
at least, into the tubes, it seems that it may be administered licitly 
even more than sixteen hours after the rape.’ There can be no 
question of at least vaginal douching being part of the duty of 
the practitioner, since it certainly diminishes the likelihood of 
conception, which is already less probable because of the grave 
shock usually suffered by the victim. For forensic purposes 
specimens must be speedily collected—but this should not provide 
an excuse for delaying what the victim may legitimately claim as 
her right. 

All the authorities on medical ethics agree that mere sentiment 
should under no circumstances determine one’s solution, neither 
should expediency or even the actions of others do so.*** This 
plea is not uncalled for in view of numerous and lengthy dis- 
cussions I have had with colleagues since publication of your 
article. Thus, although the invariably contrary views did not 
include any desire for alteration of our civil laws, the following 
retort was made so consistently that it became entirely predictable: 
‘That's all very well, but just suppose for a moment that . . . your 
own daughter (wife)! .. . 

J. W. Mostert 
Karl Bremer Hospital 
Bellville 


2 February 1959 
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